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HE JOURNAL OF PERIODONTOLOGY is published to 
serve as the professional journal of periodontia; to keep den- 
tists in touch with research being carried on in this field and 
related sciences; to stimulate greater interest in the supporting 
tissues of the teeth and their relation to oral and general health. 
The Journal is the official organ of the American Academy of 
Periodontology and will contain, therefore, those papers of scien- 
tific and clinical interest which are presented at the annual meet- 


ings of that society. 
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Dr. Grace Rogers Spalding 


Editor of the Journal of Periodontology 
Volumes 1-20 


THE announcement that Dr. Grace Rogers Spalding decided to retire as editor 
of the JOURNAL OF PERIODONTOLOGY came as an unwelcome surprise to members 
and friends of the American Academy of Periodontology. Dr. Spalding and the 
JOURNAL OF PERIODONTOLOGY are synonymous, and any change seemed impos- 
sible or at least undesirable. Nevertheless, no one can deny that she has earned a 
vacation. 


Space does not permit a review here of Dr. Spalding’s activities in organized 
dentistry in general, and the American Academy of Periodontology in particular. 
Suffice it to say that when Dr. Spalding recognized the need for something to be 
done, she could not rest until she did it. Because her influence, inspiration and her 
efforts have helped much in the advancement of dentistry, the American Acad- 
emy of Periodontology owes her sincere thanks and is proud that she is a member. 
In the next few years, we hope to be able to thank her more adequately for all 
her many contributions. 











YA 






“a> Mh 
















ZS THE JOURNAL OF 
[a P| PERIODONTOLOGY 
RS OcToBER, NINETEEN HUNDRED Forty-NINE 


Histopathologic Changes in the Gingiva in Leukemia 














FRANK M. WENTZ, D.D.s., GEORGE ANDAY,'M.D. 
AND BALINT ORBAN, M.D., D.D.S. 
Chicago, Illinois* 


INTRODUCTION 


HIS investigation has been conducted in an attempt to answer the question 
Are there any clinical and histopathologic changes in the gingiva character- 
istic for leukemia? 

Leukemia is a morbid condition of unknown etiology and fatal termination 
which is characterized by widespread proliferation of the leukocytes and their 
precursors in the tissues of the body. It is usually also associated with qualitative 
and quantitative changes in the circulating white cells of the blood (1). While the 
white blood cells normally found in the blood stream are fully matured, in the 
case of most types of leukemia immature forms will appear in the circulation. 
Depending’on the cell type concerned, the conditions are known respectively as 
myelogenous, lymphatic and a rare monocytic leukemia with acute, subacute or 
chronic phases. 


REVIEW OF LITERATURE 


Clinical Studies. Many investigators have noted the changes of the oral and 
gingival tissues in these diseases and have described various clinical variations 
according to the type of leukemia. 

Gingivitis and stomatitis are among the earliest symptoms of acute leukemia. 
Maloney (2) states that the oral lesions are important since they are the earliest 
sign of the disease. Studies by Warren (3) and Resch (4) indicate that the oral 
manifestations are the first ones seen in about 40 per cent of the acute cases. The 
gingival picture is described in acute leukemia as one of necrosis, ulceration, spon- 
taneous hemorrhage, hypertrophy and hyperplasia. The reader is referred to the 
reviews of Forkner (5); Burket (6); Love (7); Cook (8); Mallet and Gurai- 
nik (9); Ambrecht and Apple (10) ; and Saghirian and Jones (11), for the comn- 
piled data on the oral symptomatology. 


1. From the Department of Histology, College of Dentistry, and from the Hospital Dental Clinic, Research 
and Educational Hospitals, University of Illinois, Chicago. 

This investigation was supported (in part) by a research grant from the Division of Research Grants and 
Fellowships of the National Institute of Health, United States Public Health Service. 

Presented to the Thirty-second Annual Meeting of the American Academy of Periodontology, September 
10, 1948, Chicago, Illinois. 
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Histologic Studies. Reports on 
histologic studies of the gingiva in 
leukemia are few. As far as could 
be determined only one investiga- 
tor used the gingival biopsy, the 
remaining studies were based on 
autopsy material. 


Burket (12) has endeavored 
to correlate the histopathologic 
changes and the clinical symptoms 
of acute leukemia. He stated that 
necrosis is the result of throm- 
bosis of the blood vessels, and the 
tissue enlargement is due to the 
extravascular accumulation of ab- 
normal cells and secondary changes 
common to any infarcted area. 
Karcher and McCarthy (13) described the 
gingival biopsy of a case of acute monocytic 
leukemia and noted epithelial changes, edema 
of the connective tissue, increased capillary 
vascularity and heavy infiltration of the 
lamina propria with monocytic cells. 


Fig. 


There seems to be agreement among the 
hematologists concerning the normal sites of 
origin of the lymphocytes and the granular 
leukocytes: The former develop in the lymph 
nodes and spleen and the latter in the bone 
marrow. Therefore, there is general agree- 
ment, also, concerning the development of 
lymphatic or myelogenous leukemia. The 
site of origin of monocytes and the 
development of monocytic leuke- 
mia is disputed, and there are var- 
ious interpretations of the blood 
picture. Naegeli (14) believes that 
monocytic leukemia is a form of 
myelogenous leu':emia. On the other 
hand, Bloom and Maximow (15) 
believe the monocytes are derived 
from lymphocytes and that mono- 
cytic leukemia is an atypical form 
of lymphatic leukemia. A_ third 
view held by Schilling (16) is that 
monocytic leukemia is a distinct 
hyperplasia of the reticulo-endo- 
thelial system. Montgomery and 
Watkins (17) believe that two 
types of the disease may be distin- 
guished; the Naegeli type which is 


Fig. 


1. Case 1. 
rhagic exudate may be seen as dry scabs above the blunted 
gingiva, which is swollen, edematous with a glossy surface. 
Numerous scabs are also on the cheeks, 


2. Case 1. 
view; the epithelium 
on surface. The papillary layer (b) of the lamina propria 
shows edema 
heavier in the reticular layer (c). 
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Acute myelogenous leukemia. The hemor- 


a variant of myelogenous leukemia and the 
Schilling type in which the leukemic cells 
are derived directly from reticular cells. Wat- 
kins and Hall (18) noted in 23 acute and 
chronic cases of Naegeli type that five 
showed ulceration and swelling of the gin- 
giva. Of six acute and chronic cases of the 
Schilling type, none demonstrated ulcera- 
tion or swelling of the gingiva. 


Aprile (19) referred to the histologic pic- 
ture of the gingiva in leukemia as a granu- 
loma with either lymphocytic or myelocytic 
infiltrations predominating, and that as in 
scurvy there is no tendency for organization 





Photomicrograph of gingival biopsy, general 
(a) shows dehydration and shedding 


and cellular infiltration. The infiltration is 
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Fig. 3. Case 1. Photomicrograph of papillary laver 
of lamina oor and basal layer of epithelium. 


High magnification from figure 2; basal layer (a); 
papillary layer (b); myelocyte (c); myelocyte in 
capillary (4); mitosis of epithelial cell (e). 


of fibrous connective tissue. Berberich (20) 
also called attention to the scurvy-like char- 
acter of the lesions and to the infiltrations 
which grossly give the tissue the aspect of a 
tumor. 


Bernier (21) discussed the microscopic 
features of the oral mucosa in leukemias and 
made the statement that they present no 
unusual or specifically diagnostic histologic 
findings. He mentioned an infiltration of the 
mucosa but he did not analyze in detail a 
specific case. 

Mason (22) reported a case of subacute 
myeloid leukemia. A diagnosis of a gingival 
autopsy specimen of this case was made by 
Dr. K. H. Thoma. He reported the follow- 
ing: Microscopic examination showed a heavy 
infiltrate of myelogenous cells in the lamina 
propria which was greatly enlarged; the pap- 
illary layer, which showed very little cellular 
infiltration, was composed mostly of fibrous 
connective tissue. The cellular infiltrate con- 
sisted of myelocytes and myeloblasts, a few 
lymphocytes, neutrophils and band cells. 
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Fig. 4. Case 1. Photomicrograph of recticular layer 


Polymorphonuclear leukocyte 


of lamina we. 
e leukocyte (b); lymphocyte (c). 


(a); juveni 


Thoma (23) stated that the pathologic 
changes in the gingivae of cases of myelo- 
genous, lymphatic and monocytic leukemia 
are extremely simple, in that the tissues be- 
come fairly evenly infiltrated with myelo- 
genous or lymphatic cells. Histologic studies 
of a case of monocytic leukemia showed an 
even infiltration of monocytes in the mu- 
cosa without evidence of inflammatory cells, 
vascular changes or epithelial proliferation. 
Secondary changes may occur or may super- 
impose a reaction. In other forms of leuke- 
mia, predisposition to infection, lack of re- 
sistance, and lack of inflammatory reaction 
cause tissue necrosis early. 

McCarthy (24) described the histologic 
picture of lymphatic leukemia with cutane- 
ous manifestations and distinguished a nodu- 
lar and a diffuse form, the nodular form 
showed circumscribed areas of infiltration in 
the cutis, consisting of small lymphocytes 
and a few plasma cells. No mitoses were ob- 
served. In the diffuse form the infiltration 
was continuous in the superficial two-thirds 
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of the corium. The papillae were edematous 
and lymphocytic invasion of the epidermis 
had produced vesicles. The infiltration con- 
sisted mainly of lymphoblasts. Mitotic fig- 
ures were fairly frequent. 


Myeloid leukemia of the skin is a rare 
disease. McCarthy (21) reported that only 
four confirmed cases are to be found in the 
literature. His histologic examination of a 
specimen showed an infiltration consisting of 
neotrophilic and eosinophilic myelocytes, my- 
eloblasts, normoblasts, giant cells, mast cells 
and microlymphocytes. 


MATERIAL AND METHODS 


The present investigation is based on the 
study of gingival biopsies of 13 leukemia 
patients (table I). As a rule, an interdental 
papilla was excised as a biopsy specimen. The 
tissue was fixed in Zenkerformalin solution 
and embedded in paraffin, the sections were 
stained with hematoxylineosin and many 
with special stains, e.g., Mallory’s Azan. 

The present investigation also includes the 
study of case histories of 140 cases of leuke- 
mia at the Research and Educational Hospital 
of the University of Illinois.* Most of the 
findings were recorded by the attending phy- 
sicians over a period of approximately 15 
years, and many were not checked by a den- 
tist. The tabulations were taken directly 
from the case histories. It is significant that 
these data concerned hospitalized patients in 
the terminal stages of the disease. 


CLINICAL FINDINGS 


A review of gingival involvement in 140 
cases demonstrated; (table II) : 

1. Hyperplasia of the gingiva was more 
prominent in the acute phases with the 
monocytic type showing the greatest in- 
cidence. 

2. Spontaneous hemorrhage was noted in 
approximately one-third to almost one- 
half of the acute forms. 

3. Ulceration was greatest in the acute cases, 
the monocytic type showing the greatest 
tendency. 
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4. Pallor was prominent in approximately 
one-half the cases. 

§. Petechiae were demonstrated in approxi- 
mately one-third of the acute cases. 


It is evident from these findings that the 
oral symptoms were more serious in the 
acute than in the chronic cases and especially 
severe in the monocytic type of leukemia. 


HISTOLOGIC FINDINGS 


The chart (table I) lists the 13 cases in 
which biopsy specimens were obtained. The 
clinical and histopathologic findings of four 


TaBue I. 


Leukemia Cases from Which Gingival Biop y 
Specimens Were Taken 


LYM- 
CASE PHATIC 


| MYELOID 
NUMBER | 





Acute Chronic Acute \Chronic 
aeons | | 
G255 | + 
ae ee en | | 


G229 | fz 





G358-G361 





O-126 ; 


+ | ‘ | 


* We are deeply indebted to Dr. Louis R. Limarzi of the Department of Medicine, University of Illinois, 
for his assistance and encouragement. 
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Taste II. 
Oral Manz jestations of the Leukemias: Review of 140 Cases 
| Number 
ACUTE | Hyper- | Bleeding | Ulcera- | Pallor | Petechiae| of 
| trophy tion Cases 
1. LYMPHATIC | 36% | 36% | 30% | 45% | 30% | 11 
| @® (4) (3) (5) (3) 
2. MYELOGENOUS | 40% | 46% | 56% | 4% | 27% | 30 
| GF) | G0 1 GF | Ge im 4 
3. MONOCYTIC | 70% | 38% | 77% | 15% | 30% | 13 
| @ | @. | GO 1 @ | & | 
Sele eee) Lee cereals cterepeesailesieiaidiiaataneninditidinas sc catia 
| 
} | 
eas Seems. Smee 
| | | | 
CHRONIC | | | | | 
eens Ses eels eae, Sertea eet Vee et Sweet eek MES 
| | | 
1. LYMPHATIC | 5% | 25% 8% | 0% | 5% | 38 
| @ | ap} @ | 49) | @ | 
2. MYELOGENOUS | 9% | 11% | 2% | 30% | 4% | 43 
|@ |G) | a | ay | @ | 
RE ged ten ae ae ew EU ide hee, a _| 
3. MONOCYTIC 20% | 0% 40% 0% | 40% | 5 
qa) «| | @) | 


cases representative of acute myelogenous, 
chronic myelogenous and chronic lymphatic 
leukemia will be described in detail. 


ACUTE MYELOGENOUS LEUKEMIA 


Case 1. Female patient 59 years old. White cell count 
80,000; mainly myelocytes and myeloblasts. Clinically 
the gingiva present the following picture (fig. 1): 
Color: Magenta. Margins: Swollen. Interdental papil- 
lae: Blunted and swollen. Surface: Glossy, stippling 
lost. Consistency: Turgid. Pockets: Shallow. 


A hemorrhage exudate formed dry scabs on the 
surface. 


Histclogic Analysis. A gingival papilla was 
removed, fixed and prepared for microscopic 
exa-nination (fig. 2). The surface layers of 
the epithelium show signs of dehydration and 
shedding, caused probably by the fact that 
the patient, because of dyspnea, kept her 








mouth open constantly. The prickle cell 
layer shows hydropic degeneration and the 
basal cells reveal a tendency to proliferate 
as shown by the presence of numerous mi- 
totic figures (fig. 3). 

The papillary and recticular layers of the 
connective tissue are edematous and show 
dense accumulations of myeloid elements 
(figs. 3 and 4). No mature leukocytes can 
be seen in these sections. All cells are myelo- 
cytes and stab forms. Mitotic figures are 
abundant (fig. 5), representing probably 
dividing myelocytes. Some of the immature 
cells are dividing within a blood vessel (fig. 
6). In the deeper layer of the gingival con- 
nective tissue, a blood vessel was sectioned 
and a migrating leukocyte could be seen 
squeezing through the vessel wall. The tis- 
sue surrounding the vessel also demonstrated 
immature myeloid elements. 
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Fig. 5. Case 1. Photomicrograph showing mitosis 
of an immature myeloid cell (a); lymphocyte (b); 
myelocyte (c). 


The myeloid elements found in the gin- 
gival infiltration are similar to those in the 
bone marrow and blood stream. 

Case 2. Female patient 57 years of age. Upon admis- 
sion, the white blood count was 18,100 with 37 per 
cent of the cells of the myeloblastic type. The blood 
count rose steadily and was 130,000 at the time of 
the oral examination. 


Clinically the gingiva presented the following pic- 
ture (fig. 7): Color: Red. Margins: Swollen. Inter- 
dental Papillae: Blunted and swollen. Surface: Glossy. 
Consistency: Turgid. Pockets: Deep. Exudate: Hem- 
orrhagic. 

Histologic Analysis. Employing a fine 
capillary tube, a portion of the fluid content 
of one of the pockets was procured; a drop 
spread over a slide and stained. The smear 
(fig. 8) shows numerous white blood cells, 
the majority of which are immature and are 
probably myelocytes. 

Microscopic study of the biopsy revealed 
a parakeratosis of the surface epithelium and 
intraepithelial micro-abscesses. Proliferation 
is evidenced by mitotic figures in the stratum 
germinativum. The pocket epithelium was 
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Fig. 6. 
of an immature myeloid cell 
vessel. 


Case 1. Photomicrograph showing mitosis 
(a) within a blood 


ulcerated and covered by a fibrinous exudate 
containing many immature leukocytes. 


The most striking feature of this section 
was the infiltration of both the papillary and 
reticular layers of the lamina propria by 
immature cells of the myeloid series, prob- 
ably myelocytes. Frequent mitosis of these 
elements was a prominent finding. The cap- 
illaries were dilated and were packed with 
leukocytes. Only a few mature polymorpho- 
nuclear leukocytes could be demonstrated. 
These were found in the papillary layer. 
Foci of necrosis were evident. 


CHRONIC MYELOGENOUS LEUKEMIA 


Case 3. This male patient, 61 years of age, con- 
sulted a physician for progressive weakness and was 
diagnosed after blood studies as a case of chronic 
myelogenous leukemia. The peripheral blood count 
showed 153,000 white blood cells. The differential 
blood count revealed that 37 per cent of the cells 
were mature polymorphonuclears, 4 per cent myelo- 
blasts, 41 per cent myelocytes. The mature eosino- 
philes totaled one per cent. The bone marrow studied 
at autopsy showed that granulocytic elements, particu- 
larly of the eosinophilic type, predominated. 

The oral symptoms were not unusual. A slight mar- 
ginal gingivitis, similar to any other chronic gingivitis, 
was noted. There were two deep pockets in the upper 
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Vig. 7. 
blunted, swollen gingiva 
pressure. 


Case 2. Acute myelogenous leukemia. The 
bled upon the slightest 


right and left molar area. The biopsy was taken from 
this region. 

Histologic Analysis. The surface epithe- 
lium showed normal hornification; however, 
toward the gingival margin it became thin 
and the connective tissue papillae closely 
approached the surface. A chronic inflam- 
matory reaction localized to the pocket side 
was noted. The infiltration in the deeper con- 
nective tissue consisted of large numbers of 
plasma cells. 

The capillaries were wide and were filled 
with leukocytes which appeared to be mostly 
mature. A smaller number were juveniles 
or stab cells. Leukocytes were seen migrating 
through the epithelium and a few intraepi- 
thelial micro-abscesses appeared close to the 
surface. 

An unusually large number of eosinophilic 
leukocytes were found in the papillary con- 
nective tissue (fig. 9). These cells appear to 
be predominantly of the mature type, but 
are larger than normal. Some demonstrate 
the complete lobulation of the mature forms, 
others do not. 


ACUTE LYMPHATIC LEUKEMIA 
Since acute lymphatic leukemia occurs to 
a large extent in very young children, they 


present, as a rule, unsurmountable difficul- 
ties in obtaining biopsy specimens. 


CHRONIC LYMPHATIC LEUKEMIA 


Case 4. Male patient 45 years of age. White cell 
count 352,000. The differential demonstrated 
that 94 per cent of the cells were lymphocytes. 


count 


Clinically the gingiva presented the following pic- 
ture (fig. 10): Color: Red, Margins: Swolien and 
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Fig. 8. 
a gingival 
(a); stab form of leukocyte (b); Abnormal imma- 


‘Case 2. Photomicrograph of a smear from 


pocket. Polymorphonuclear leukocyte 
ture forms 
cep. 


probably myeloblasts of myelocytes 


rolled interdental papillae: Blunted, Consistency: Tur- 
gid, Pockets: Shallow, Exudate: None 

The biopsy reveals (fig. 11) a chronic 
lymphocytic and plasma cell accumulation. 
It is not possible to make diagnosis of lymph- 
atic leukemia from this biopsy specimen 
alone, since it is extremely difficult to distin- 
guish in the area of infiltration the immature 
forms of lymphocytes from the adult types. 


DISCUSSION 


The review of the oral manifestations of 
140 cases of leukemia, despite the unavoidable 
differences in methods of examination by a 
number of persons over a period of 15 years, 
demonstrated the more serious nature of the 
oral symptoms in the acute cases as com- 
pared with the chronic. This finding serves 
to emphasize a point made by Anday (25), 
who stated that acute leukemia differs from 
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Fig. 9. Case 3. Photomicrograph of papillary layer 


of lamina propria showing 
eosinophil leukocytes. 


A 


large 


number 


of 





Fig. 10. Case 4. Chronic lymphatic leukemia. The 
gingiva appears pale, slightly swollen, glossy, 
firm. The teeth are covered by h’ vy deposits of 
calculus. 


chronic leukemia sharply, not only in the 
clinical course and blood findings, but also 
in the mouth lesions (fig. 12). 

Histologic analysis of gingival biopsies of 
acute and chronic myelogenous and lymph- 
atic leukemias demonstrate also the more 
severe changes in the acute forms. In the 
correlation of the clinical symptoms to the 
microscopic findings, we find that the swell- 





B 


é 
Fig. 11. Case 4. Photomicrograph of biopsy of a gingival papilla (A). General view. Lymphocytic 
and plasma cell infiltration in the reticular layer (a); papillary layer (b), edematous. Epithelium 
(c), hornified. (B). High magnification of lymphocytic and plasma cell infiltration. 
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ing and the red color of the blunted papillae 
are due to lack of keratinization of the epi- 
thelium, and edema, hyperemia and accumu- 
lation of great numbers of immature myeloid 
elements in the connective tissue. The glossy 
and turgid consistency of the gingiva are 
also related to the edema of the connective 
tissue. 


The striking feature of the cellular infil- 
trations in the papillary and reticular layers 
of the acute cases was the immature, early 
precursors of the polymorphonuclear leuko- 
cytes, some of which showed evidence of 
mitotic activity. This finding indicates that 
ectopic hemopoiesis is occurring locally in the 
gingiva; however, the cells never mature. 
Maximow and Bloom (15) described extra- 
medullary or ectopic myelopoiesis, and note 
that it has been observed in various body 
parts in leukemia as well as certain intoxica- 
tions and infections. While the presence of 
immature white blood cell elements in the 
gingiva have been designed generally 
in this paper as infiltrations from 
the blood stream, cognizance must 
be taken that part of their number 
may arise locally by mitotic division. 
Of the immature cells, only the 
myeloblasts and myelocytes are 
capable of mitosis. 


The accumulation in 
some instances showed a few mature 
polymorphonuclear leukocytes and 
binucleated plasma cells. The latter 
were similar to those described by 
Anday and Orban (26) in the 
study of a gingival biopsy in a case 
of agranulocytosis. 


cellular 


An autopsy specimen of the right 
maxilla including the first and second mo- 
lars was obtained from a 42 year old male 
patient died from myeloge- 
nous leukemia. The gingiva demonstrated 


who acute 
an infiltration of immature myeloid cells, 
however, the periodontal membrane did 
not. The pulps of the two teeth in the 
specimen also were free from the infiltra- 
tion. The alveolar bone marrow was of a 
cellular variety, with many abnormal im- 
mature leukocytes. 
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kemia. Therefore, a diagnosis could be made on the 
basis of a gingival biopsy. Since, under certain con- 
ditions, 2 gingival pocket smear may also show im- 
mature myeloid elements it could be utilized as a 
technique for the diagnosis of acute myelogenous 
leukemia. 

The characteristic infiltration of acute 
myelogenous leukemia is the gingival mani- 
festation of a systemic disease; the oral man- 
ifestation is specific and is a detail of the 
entire systemic picture. 

In contradistinction to the acute myelo- 
genous types, the chronic myelogenous leu- 
kemias did not present any characteristic 
changes. Very few immature cells could be 
found in the gingiva of patients with leuke- 
mias and the histologic picture was not char- 
acteristic. In one instance, however, there 
was a heavy infiltration of eosinophiles in the 
gingiva though they could not be found in 
other organs, except the bone marrow. The 
cause for the eosinophilic infiltrate may have 
been an allergic reaction of the gingiva. 








Fig. 12. Clinicai pictures of patients suffering from acute 
myelogenous leukemia (A); and chronic myelogenous leu- 
kemia (B). The marked difference between the acute and 
paca forms is apnerent. The gingiva of the former is very 
swollen, 


The predominance of immature forms of 
the granular series of white blood cells is 


characteristic for acute myelogenous leu- 
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~ The histologic picture of chronic lymph- 
atic leukemia is also not characteristic. A di- 
agnosis of lymphatic leukemia could not be 
made from a gingival biopsy, because the 
cells of the infiltration resemble too much 
those of an unspecific chronic inflammation. 
The reason for this is the fact that in the 
maturation of the lymphatic series, the clear- 
cut nuclear changes that are so prominent 
in the granular series, are absent. 


SUMMARY AND CONCLUSIONS 


Gingival biopsies of 13 leukemia patients 
were studied. The biopsy was usually an in- 
terdental papilla from patients suffering with 
either acute myelogenous, chronic myelo- 
genous or chronic lymphatic leukemia. The 
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investigation also included the study of case 
histories of 140 cases. The clinical and his- 
topathologic findings were: 

1. Oral manifestations of leukemia are 
more severe in the acute than the chronic 
types. 

2. The histologic changes of the gingiva 
are specific in the acute, unspecific in the 
chronic leukemias. 

3. These changes are characterized by the 
accumulation of immature white blood cells 
in the connective tissue of the gingiva. Mito- 
sis of some of these elements is frequent. 

4. In one case of acute myelogenous leu- 
kemia a smear from a gingival pocket showed 
the presence of immature white blood cells 
in the exudate. 
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Coe Keports 


The Treatment of Two Periodontal Cases 


By T. SYDNEY SMITH, D.D.s., F.A.C.D., F.1.C.D. San Francisco, California 


N 1911, A. Hopewell-Smith, (1) ex- 
pressed the almost universal belief of 
scientific investigators that it is impos- 

sible to get an organic reunion of separated 
investing tissues of the teeth with the ce- 
mentum, by stating: “The hopelessness of 
retaining the teeth and of building up bone 
which has been lost by absorption or the re- 
calcification of decalcified foundations must 
be apparent. The treatment, at best, can 
only be palliative, and, unfortunately, only 
directed to the prevention of further de- 
struction, and not the rehabilitation or re- 
construction of parts absolutely forever de- 
stroyed and not admitting of the adoption 
of certain plastic measures which obtain, at 
time, in connection with other bones of the 


body.” 


Then in 1915, G. V. Black (2) recorded 
his firm beliei that a reunion of these tis- 
sues is impossible, by saying: “Suppurative 
detachments of the peridental membrane 
are permanent detachmznts.” 


Men who held the belief that an organic 
reunion of the separated tissues was biolog- 
ically impossible, believed that the surgical 
removal of the separated portion of the 
investing tissues was the only rational and 
scientific treatment. Fortunately, Dr. Black, 
who had the best possible opportunity to 
see the results of this method of treatment, 
has given us an accurate and unbiased de- 
scription of the tissues after the separated 
portion of the investing tissues have been 
surgically removed. His statement reads (3): 
“The tissue must be very thoroughly re- 
moved, and even then it will often grow 
over a portion of the denuded root, reform- 
ing the pocket. The wound should be thor- 
oughly irrigated until all hemorrhage has 
ceased, and no blood clot should be allowed 
to remain, as it will aid the tissues in build- 
ing across the space. It will often be neces- 


sary to cut this away several times. 

“There is considerable variation in results 
following this treatment. In some cases 
there will not be much tendency to the 
reforming of the pocket, or there will re- 
main a very shallow pocket in place of the 
forrner deep one. The shallow pocket gives 
the patient the opportunity to do more ef- 
fec.ive cleaning and the danger of rein- 
fection is therefore very greatly reduced. 
In other cases the tissue will regrow, cov- 
ering all or nearly all of the space from 
which it was cut, and little or nothing will 
have been accomplished. The rule is, how- 
ever, that something will be gained in reduc- 
ing the depth of the pocket each time the 
overlying tissue is cut away. 


“This treatment is often contraindicated 
in the upper incisor region on account of the 
unsightly appearance of the denuded root. 
However, if it becomes a question of expos- 
ing the root, or extracting the tooth, the loss 
of the tooth may be postponed by cutting 
off the overlying tissues. 


“There is little hope for those cases in 
which pockets of considerable depth have 
formed on proximal surfaces. It is usually 
impractical to cut away the interproximal 
soft tissue to eliminate a pus pocket, as has 
just been mentioned for buccal and labial 
surfaces, as there would remain a pocket 
between the teeth which would be little bet- 
ter than the previous pus pocket.” 


The evidence of complete healing in the 
two cases described here would be more con- 
vincing, and have more scientific value, if 
the teeth and their investing tissues had been 
photographed before the surgical operation 
was commenced, and after the tissues were 
healed. But these were just two patients who 
came for treatment in the midst of a very 
busy practice before illness forced me to re- 
tire in 1929. The main thought, at that time, 
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Fig. 1 


was how to get the best possible result around 
each tooth I treated. 


It must be evident that there will not be 
enough value placed on the gingival tissues, 
and that no extreme effort will be made to 
get an organic reunion of them with the 
cementum, unless it is known and firmly 
believed that they can be retained throughout 
the entire life. It is not true that the bottom 
of the gingival sulcus never stays longer 
at the amelocemental junction than at any 
other point on the tooth surface. 


The epithelium is very thick on these 
septal gingivae, and long projections of it dip 
down into the connective tissue to give the 
needed resistance to the pressure of food. 
The line of attachment is very even and 
straight for a long distance down into the 
pocket. That makes the surgical removal of 
it easy when the right type of instruments 
are used. Highly magnified sections may give 
the impression that it is thick, but this epi- 
thelium, even in an unusual case, actually is 
very thin. 


It will be helpful to describe the instru- 
ments used, and the exact way I operated on 
each portion of the tissues in these two 
extreme cases. A set of the Younger type of 
instruments was used because they have cut- 
ting edges on both sides of the blade that can 
be kept at a razor-edge degree of sharpness. 


CASE 1 


The patient, whose teeth are shown in 
figures 1 and 2, was a man at least fifty 





Fig. 2 


years of age who came in 1919 for treatment 
of an upper right central incisor that he 
feared |e was about to lose. A radiogram of 
his teeth showed that the bone was com- 
pletely destroyed between the central and 
lateral incisor roots, and that the inflamma- 
tory condition had spread them some distance 
apart. An instrument could be passed freely 
from one root to the other. Although I had 
found, through many years of experience, 
that it was easy to get an organic reunion of 
the separated investing tissues in deep pockets 
when the tissues remained attached to the 
adjacent root, but I did not know what to 
expect in this case where the deep pocket 
involved the roots of both of the teeth. The 
only thing that offered any hope of success 
was the fact that there had not been much 
recession of the gingival tissues. 


When I commenced the surgical treatment 
of this pocket, the first act was the careful 
removal of hard calculus from each of the 
roots. Then I planed the cementum very 
lightly to leave a surgically freshened, living 
surface. I extended it just far enough to 
remove the attachment of the epithelium 
around the margins of the pocket, but | 
carefully avoided touching the bone, for the 
deepest extension of the epithelium is always 
some distance from the nearest bone. It 
would have been 2 great mistake to have 
removed any of the bone, for there had 
been too much destruction of it already. I 
used very sharp instruments to remove the 
thin epithelium from the inner surface of the 
separated gingival tissues, as I wanted to 
leave a smooth surface on the connective 




















Fig. 3 


tissue to aid rapid healing. If I had used a 
narrow, hoe-shaped instrument for this im- 
portant part of the operation, I would have 
left the epithelium and connective tissue in 
lacerated strips that could not heal rapidly. 
There was very little hemorrhage during any 
part of the operation, but the coagulation of 
it was an aid in cleansing the pocket, for as 
it coagulated it incorporated all of the loos- 
ened particles in the meshes of its fibrin. 
Then the instruments removed them from 
the pocket more thoroughly than would have 
been possible by washing. 


When the operation was completed and the 
pocket was thoroughly cleansed, I started a 
fresh hemorrhage in the bottom of the 
pocket, and allowed it to coagulate and fill 
the space and become organized into connec- 
tive tissue. Figure 2, a radiogram of his teeth 
made in 1928, shows the new bone that had 
developed around the roots of both of the 
teeth. The healing process had drawn them 
closer together. 


CASE 2 


Figure 3 shows the extreme destruction 
of bone around the root of a tooth that ap- 
parently could not be saved, for the end of 
the root was badly resorbed. When this pa- 
tient, a woman past sixty years of age, came 
for treatment in 1925, there were deep 
“septic” pockets around the roots of many 
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Fig. 4 


of her teeth, and this upper right central 
incisor was so loose she had worn a retaining 
device in a desperate effort to retain it. She 
was told that it could not be saved, and that 
any attempt at treatment would hasten the 
loss. Such a rapid reattachment of the tis- 
sues around the roots of the rest of the teeth 
occurred she begged me to try and save this 
very loose one, so, when I found that the 
pulp was still vital, I yielded to her request. 
Extremely accurate surgical technique in 
this case was used, not allowing the instru- 
ments to go beyond the lower edge of the 
resorbed spot. Therefore, there must have 
been a lot of granulation tissue that I did not 
remove, but it did not prevent the develop- 
ment of bone all around the end of the root, 
as seen in figure 4. 


The gentle surgical technique used in this 
extreme case left the receded margin of the 
gingival tissue close to the root to protect the 
blood clot, so the healing was rapid. She 
continued wearing the retaining device for 
some time, and the tooth became surprisingly 
firm in spite of the small amount of bone 
that developed to support it. The connective 
tissue attachment added some to the support. 
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SY, CA, Opinion 


SYSTEMIC OR CONSTITUTIONAL FACTORS IN 
PERIODONTAL PATHOSIS 


Initial Statement 


By Harotp J. Leonarp, D.p.s., B.A., New York, N.Y. 


HE subject of constitutional factors in the etiology of periodontal diseases, 
especially nutrition, has been considered in two earlier discussions of this 
series but has never been satisfactorily settled. 


Every periodontist has cases in which some systemic background condition 
seems evident. Either the pathosis or its severity is unexplainable on the basis of 
local irritating agents, or disease continues even after every known possible 
irritant has been removed. It seems worthwhile therefore, to bring the subject 
up for further discussion whenever new information suggests any new approach. 


Certain systemic diseases are known to initiate or aggravate gingival and perio- 
dontal changes and disease. These are: 


1. Leukemia often leads to hemorrhage from the gingival sulci with swelling 
of the gingivae: 


2. Endocrine imbalance as between estrin and prolan causes gingival epithelial 
changes according to Ziskin (J.A.D.A. 25:422, 1938, A. J. Ortho. & O. S. 
31:1, 1945), which in the case of prolan ascendancy takes the form of pregnancy 
gingivitis and desquamative gingivitis: 


3. Sodium dilantin, a drug used in the treatment of epilepsy, causes in many 
patients a marked gingival hypertrophy. Localization as in the case of heavy 


metals is apparently due to preexisting gingival edema even though of but 
mild form: 


4. Heavy metals as lead, bismuth, mercury, used as medicines or otherwise 
absorbed, localize in the gingival tissues if these tissues’are in the slightest degree 
inflamed or edematous. In the case of lead and bismuth a bluish line in the 


gingiva is produced, in the case of mercury a condition of acute severe gingivitis 
and salivation results: 


5. Scorbutus (severe vitamin C deficiency) has as one of its early symptoms 
hemorrhages into the gingival tissues, and degeneration of periodontal fibers 
with loosening, shifting and loss of teeth. There is no correlation between the 
blood level of ascorbic acid, short of actual scorbutus, and the presence or absence 
of gingivitis or periodontosis according to Burrill (J. D. Research 21:353, 1942). 


Evidently the prevalence of gingivitis and periodontosis is not due to vitamin C 
deficiency: 


6. Uncompensated diabetes, according to I. Hirschfield (J. Periodontology 
5:37, 1934) often aggravates any present gingival inflammation and leads to 


Page 132 











IN Our OPINION Page 133 


such manifestations as gingival abscesses and papilliform inflammatory growths 
in the gingival sulcus: 


7. Pyridoxine deficiency leads to periodontal inflammations and breakdown 
in laboratory animals (B. M. Levy; presentation at the meeting I.A.D.R., June 
25, 1949): 


8. Nicotinic acid deficiency in dogs causes gingivitis, osteoporosis and sub- 
sequent periodontal breakdown (H. Becks and A. F. Morgan, J. Periodontology 
13:18, 1942): 


9. Deficiency in fat soluble vitamins A, D cause periodontal destruction in 
laboratory rats. (Grieves, Mellanby, and several others). Conversely, curators at 
the zoo have learned that they must feed ample vitamin A, D and C to their 
giant apes to prevent loss of teeth from periodontoclasia to which they are very 
susceptible under conditions of captivity: 


10. Periods of stress and strain increase any tendency toward gingival bleed- 
ing in many persons. Susceptibility to necrotizing gingivitis seems to be directly 
related to physical and mental stress in the same way. (Personal observation also 
noted by others. ) 


11. Gingivitis is much more prevalent than average in children who are 
undernourished (Schour and Massler, ].A.D.A. 35:475, 1947). 


12. Diffuse atrophy as shown by Orban (J. Periodontology 13:31, 1942) is 
primarily a degenerative condition of the periodontal tissue fibers and fault in 
continuous cementum formation due to some unknown systemic condition. Such 
connective tissue degenerations are also found in other tendons and ligaments, the 
localization depending on unknown factors. One author, according to Orban, 
finds such connective tissue degenerations tend to occur in females from age 
10-25, in males after age 30. This is probably the same condition noted by 
Karshan, Tenenbaum, Karlan, and Leonard (J. D. Research 25:247, 1946) in 
which a severe intractable periodontal destruction occurs in certain young girls 
from age 11 to 30 due to no cause detectable up to this time. 


In many parts of the world, primitive tribes of people have adjusted themselves 
to their environment and have reached a remarkable state of physical perfection. 
This is manifested by practically complete freedom from dental caries, by very 
well developed jaws and regular teeth, by freedom from arthritis, tuberculosis, 
cancer and other degenerative diseases including the common cold, the surgical 
diseases of the alimentary and urinary tracts and the troubles associated with 
bearing children. This ideal condition has been demonstrated by McCarrison, 
Waugh, Price, and many others to be due to the diet which is rich in calcium, 
phosphate, iron, magnesium, iodine, and the vitamins, especially the fat soluble 
vitamins A, D and E and the water soluble B group. Ail of these investigators 
have shown that as soon as the people of these tribes come in contact with com- 
merce and white flour and sugar products are introduced, physical and mental 
deterioration takes place. This is not because white flour and sugar products are 
in themselves injurious but because they are so easy to obtain and satisfy the 
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appetite so well that the difficult to obtain foods containing the protective min- 
erals and vitamins are not eaten in sufficient quantity. The physical deterioration 
first takes the form of susceptibility to dental caries. In children it also takes the 
form of narrow jaws and nasal passages with irregularly placed teeth. If the 
deficiencies are severe in the parents prior to conception, and in the pregnant 
mother, then cleft palate, hare lip, club feet, brain defects, and other monstrosi- 
ties appear in the offspring. Frequent colds, susceptibility to tuberculosis, diffi- 
culties in child bearing, susceptibility to cancer, and surgical diseases of the 
alimentary and urinary tract become the common and miserable lot of these once 
vigorous and happy people. Many once healthy tribes have become nearly ex- 
terminated by these diseases in the last hundred years. 


There can be no question but that the susceptibility of Americans and Euro- 
pean peoples to these diseases with the great amount of illness and physical and 
mental deterioration so often noted is likewise due to food deficiencies. The 
deficiencies appear to be in foods furnishing calcium, phosphate, and the fat 
soluble and B group vitamins. Vitamin C deficiency is not so common and is 
apparently not often the culprit. 


The role of this modern degeneration producing diet in causing a predisposition 
to gingivitis and periodontal disease has not been so definitely determined as in 
the case of dental caries. Apparently gingivitis and periodontosis are as infre- 
quent on a well adjusted primitive diet as other diseases but special note has not 
been made in most of the explorers investigations. Waugh says he has never found 
a pyorrhea pocket in an Eskimo living on the primitive diet but that the teeth are 
filthy and coated with calculus. Receding gingiva and periodontal tissues from 
encroaching debris do result in loss of some teeth. Studies of skulls of most 
other healthy primitive diet groups do not even show recession. One must con- 
clude therefore that the tendency to gingivitis and periodontal disease so common 
in modern society is just another manifestation of physical degeneration due to 
inadequate nutrition. 


ry 


As has been noted in former discussions, physicians are not of much aid to us 
in diagnosing and treating these degenerative conditions due to faulty nutrition. 
Until an infection or pathological breakdown of somg¢ organ has developed that 
the physician can detect by his routine tests he is helpless. Very few physicians 
seem aware of the general ill health due to inadequate nutrition or are prepared 
to direct the patient through dict to abundant health. Because dental caries is the 
earliest and most definite manifestation, perhaps the dentist must assume respon- 
sibility for leadership in research and clinical direction in this field. 


Several successful attempts to create abundant health by means of nutrition 
based on the primitive health producing diets have been made. Boyd and Drain 
were able to produce freedom from caries in hospitalized children by diets of 
various types but ali highly fortified in all essential minerals and vitamins. Price 
claims to have helped many ill people to health by means of fortified diets. N. 
Philip Norman, M.D., of New York has a book called Constructive Meal Plan- 
ning (Phototone Press, Passaic, N.J., 1946) which fills the gap between the data 
of McCarrison, Waugh and Price on primitive protective diets, and practical 
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nutrition fortification with foods available to people of the United States today. 
Price claims that the foods of these excellent primitive native diets have been two 
to forty times (average of four times), the amounts of various minerals and 
vitamins that are called for as minimum in modern nutrition tables. It is not 
easy to obtain such amount; ia available foods unless very carefully selected. 
Many nutritionists think that minerals and vitamins taken in pill form are not 
as well absorbed or are as adequate as those in natural foods. 


The conclusive clinical experiment of placing our periodontia patients on a 
highly fortified diet to see whether susceptibility to gingivitis, periodontitis and 
periodontosis are a part of the physical degeneration due to faulty nutrition has 
not been done to my knowledge. Many of us have experimented with additions 
of synthetic vitamins with some benefit in some cases but an adequate study 
has not put the matter to the test. It is time this was done by all periodontists 





interested and prepared in this phase of treatment. 


a A 


Discussion 


R. Gorpon AGNEW, B.A., L.D.S., D.D.S., 
PH.D. 


Dr. Leonard aptly states that, in spice of 
two earlier discussions, this subject has 
“never been satisfactorily settled.” It will not 
be satisfactorily settled until a vast amount 
of work has been effectively undertaken by 
the dental profession in collaboration with 
their colleagues in medicine and the preclin- 
ical sciences. There would probably be little 
question of the view that there is no field 
in dentistry which is in a more unsatisfactory 
state than the field of the correlation of local 
lesions and systemic states. Clinical observa- 
tions of interest and value have been made 
but thorough studies are few in number. 
Evidence of the recognition of the need in 
this field is seen in the inauguration of a 
project by the Section of Oral Diagnosis of 
the American Association of Dental Schools 


looking toward a coordinated and extensive” 


study of such correlations, to be undertaken’ 
by all interested dental schoois on the conti- 
nent, and extending if necessary, over several 
years. It would seem that, on the whole, we 
have been waiting for our colleagues in medi- 
cine, biochemistry and allied sciences to es- 
tablish dependable approaches in this field 


whereas the dental profession must itself, in 





collaboration with others, aggressively seek to 
solve these problems. 


Dr. Leonard has listed a number of sig- 
nificant correlations of established value. He 
has, naturally, restricted his subject to the 
periodontal tissues only, eliminating reference 
to the oral tissues as a whole. Under endocrine 
imbalance other types of dystrophy may be 
placed under strong suspicion, such as the 
influences of ovarian, thyroid and pituitary 
disturbances, etc. A category of intercurrent 
systemic infection might be added under 
which might be listed the lowered resistance 
induced, for example, by parasitic infestation 
(e.g., amoeba of dysentery) expressing itself 
in accelerated periodontal breakdown; also 
the role of tuberculosis, certain fevers, etc. 
Metabolic disturbances of several types, and 
intestinal obstruction, etc., have been fre- 
quently held culpable. 

Dr. Leonard has understandably devoted 
much of the initial statement to the vital 
problem of nutrition. A clear demarcation 
should be made between the phases of dietary 
intake and that of ultimate assimilation by 
the body. Reference to animal findings might 
include the ease with which, in the rat fed 
on calciurn-deficient diets, (or on certain 
other inadequate diets), destruction of perio- 
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dontal tissues may be produced to the point 
of complete exfoliation of the teeth. 


His list of major deficiencies in the diet 
of American and European peoples should, | 
think, include proteins of high biological 
quality. Variations in different geographical 
areas are to be expected on economic 
grounds; also traditional food patterns are 
significant. I would be inclined to question 
the relatively innocuous status which he 
ascribes to Vitamin-C deficiency short of 
actual scorbutic evidences. For an example 
taken from so-called “primitive” people, 
periodontal disease (rarely approaching scor- 
butus) is markedly present in Eastern Ti- 
betan ethnic groups in which the dietary pic- 
ture reveals little but ascorbic acid deficiency. 
Studies on the American continent have also 
suggested an appreciable role played by ‘‘sub- 
clinical” Vitamin-C deficiency, (for example 
the Canadian Air Force experiments, indi- 
cating that a healthy state of periodontium 
is more readily maintained in the presence of 
optimal Vitamin-C intake). Appraisal of 
“primitive” groups must also take into ac- 
count the drastic “survival factors” which 
tend to eliminate the less resistant. Allergic 
states greatly need further study. 


Since nutrition, endocrines and psychic 
factors are so closely linked, I am sure that 
Dr. Leonard would agree with me in temper- 
ing the statement “One must conclude . . .” 
with the implication that this basic nutri- 
tional status is the result not only of food but 
of the interaction of many somatic and psy- 
chosomatic influences. 


The possible role of the so-called “inherited 
inferiority of the dental organ” must also not 
be overlooked. 


In my experience the percentage of cases in 
which constitutional influences would seem 
to be of clinical significance, substantially 
exceeds the commonly assumed frequency of 
circa 10 per cent. 

I would strongly endorse Dr. Leonard’s 
plea for more precise clinical studies. Per- 
haps the next most significant advance in 
dentistry is to be expected from laboratory 
and clinical investigations leading to a wid- 
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ened understanding of, and a more effective 
diagnosis of constitutional correlations with 
oral lesions. 


J. L. BLass, PH.G., D.D.S. 
New York, N.Y. 


The initial statement, with its well-chosen 
examples of systemic factors in periodontal 
pathosis, systematizes and simplifies much 
complex information. The role of nutrition 
as the central problem of the discussion de- 
serves the allotted space and is significant in 
both prevention and treatment of periodontal 
diseases as well as lesions of the enamel and 
dentin. 


Those dentists and periodontists interested 
in the walfare of the entire patient—not 
simply the teeth or gingivae—always include 
a consideration of nutrition in diagnosis and 
treatment. Many have studied nutrition care- 
fully, and have used their skill and knowl- 
edge to carefully organize the principles of 
nutrition to aid the dentist and periodontist. 
D. F. Radusch, M. R. Jones, M. E. Page, 
J. S. Wallace, F. F. Molt, H. Roth and others 
are a few. However, adequate and complete 
nutritional planning requires more than pre- 
scription of ‘basic daily nutritional needs.’ 
What is needed is a means for evaluating the 
complete and carefully recorded diet history 
of each patient in relation to the pathosis 
present. (See “Simplified Guide for Evaluat- 
ing Diet Histories” J. L. Blass, J. Dent. Med. 
Vol. 2, No. 2, April 1947.) 


In the light of the generally accepted mul- 
tiple etiology of periodontal diseases, it 
would be difficult to assign too high a place 
to treatment by diet alone. Also, the sentence 
“One must conclude that the tendency to 
gingivitis and periodontal disease . . . is just 
another manifestation of a physical degenera- 
tion due to inadequate nutrition” would 
seem to nullify much knowledge pertaining 
to the etiologic impact of dysfunctional oc- 
clusion, irritational factors and systemic dis- 
eases. 


Supplementary to the references in the sec- 
ond from last paragraph on attempts to cre- 
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ate abundant health, the work of D. C. Jarvis 
(Barre, Vt.) is noteworthy. (See ‘Mucous 
Membrane Color Changes as a Guide to the 
Mineral Needs of the Patient,’’ Dental Items 
of Interest, Dec. 1935 and January 1936, for 
his first article to dentists). 


Jarvis believes that meat, milk and wheat 
proteins unfavorably influence the acid-base 
equilibrium, that white sugar in the diet dis- 
places the levulose and minerals that should 
be obtained from honey, berries and fruits 
and that mineral supplements and organic 
acids are required for proper biochemical 
function. 


The basic ‘biologic diet” suggested by 
Jarvis is acceptable to patients under perio- 
dontal care and yields good results empiri- 
cally in the total health of the patient. This 
diet consists of the following: 


Decrease intake of meat, milk and wheat 
proteins. Suggest intake of rye or corn prod- 
ucts, sea food, fish, liver, poultry, vegetables. 


Exchange white sugar for honey, fruits, 
berries and melons. 


Supply trace minerals--iron, copper, io- 
dine and manganese—in the form of one 
kelp tablet with meals. Supply calcium and 
phosphorus in cheese, milk desserts. 


Suggest increase in relishes whose cider 
vinegar content stimulates digestion of pro- 
teins and furnishes a number of necessary 
organic acids. 


IRVING GLICKMAN, D.M.D. 
Boston, Mass. 


This discussor is grateful for the oppor- 
tunity of presenting an opinion regarding the 
very stimulating subject introduced by the 
initial statement. The following opinion is 
intended not as an evaluation of the initial 
statement, but rather as an additional stimu- 
lus for further discussion in the direction 
indicated by Dr. Leonard. 


The demonstration that certain systemic 
disturbances initiate or aggravate periodontal 
disease does not justify the assumption that 
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in the absence of detectable systemic disturb- 
ances, all periodontal disease should be con- 
sidered local phenomena—unrelated to the 
individual systemic background. There is a 
systemic component in all cases of periodon- 
tal disease. It is the nature of the systemic 
component which contributes to differences 
between cases of periodontal disease, and not 
its presence or absence. The literature spe- 
cifically discourages the impression that the 
systemic influence is of necessity detrimental 
to the maintenance of the periodontal struc- 
tures, or that it occurs only in unhealthy 
individuals. The nature of the systemic com- 
ponent varies in accordance with the indi- 
vidual systemic background. Variations in 
the systemic component may retard or accel- 
erate periodontal destruction initiated by 
harmful local stimuli, or may even result 
in periodontal destruction in the absence of 
usual destructive factors. 


It has been demonstrated that even such 
an apparently simple condition as alveolar 
bone loss associated with a small isolated zone 
of gingival inflammation is governed by the 
individual systemic condition. When that 
condition is favorable—the individual bone 
formative capacity is good and bone loss 
associated with inflammation is kept at a 
minimum. When the systemic condition is 
unfavorable, the bone loss associated with 
gingival inflammation is accent»ated. It is 
in all cases, therefore, that the s) se.uc ack- 
ground of the patient is an omnipresent fac- 
tor which modifies the severity of the 2''n- 
ical manifestation of periodontal disease. 


Although research is an invaluable source 
of knowledge in the periodontal field—it does 
not constitute the seal of acceptance for all 
information presented in its name. The dem- 
onstration in a few animals or an isolated 
autopsy study that “diffuse alveolar atrophy” 
results from degenerative changes in the 
periodontal membrane cannot be interpreted 
as indicating that all cases of “diffuse alveo- 
lar atrophy” or “periodontosis” originate in 
the same manner. The recent description of 
“betel periodontosis” in which alveolar bone 
is cited as the tissue of origin pointedly dem- 
onstrates the limited inferences which can be 
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drawn from an isolated study. One would 
hesitate to indict betel chewing as the only 
cause of periodontosis, or suggest that it 
always originates in alveolar bone. 


We are actually very far from a complete 
understanding of the condition called “dif- 
fuse alveolar atrophy” or “periodontosis.” 
On the basis of existing evidence, it is most 
likely that non-inflammatory degenerative 
periodontal disturbances may originate in any 
of the periodontal tissues—that there are 
different types of non-inflammatory destruc- 
tive periodontal conditions—and that such 
terms as “diffuse alveolar atrophy” or “perio- 
dontosis” are essentially limited descriptive 
terms in no way indicative of specific under- 
lying pathological changes. 


The experimental and clinical studies deal- 
ing with nutritional deficiencies and perio- 
dontal disease referred to in the initial state- 
ment are most informative; however, the 
findings in each of these, and other studies, 
must be carefully analyzed before it is ac- 
cepted as a basis for mass clinical experimen- 
tation. Such analysis should include the fol- 
lowing qualifying considerations: 


The differentiation between nutritional 
deficiencies resulting from dietary inad- 
equacy and those which occur in the pres- 
ence of adequate diets due to systemic “con- 
ditioning” factors. 

That the physical nature of a deficient diet 
may modify its effect upon the periodontal 
tissues. 


That the periodontal tissues in nutrition- 
ally deficient individuals may present no 
notable clinical changes in the absence of 
local irritating factors. 


That gingival inflammation is a local “‘con- 
ditioning” factor which may produce a state 
of “periodontal nutritional deficiency,” in an 
individual with an otherwise unaltered nu- 
tritional status. 


That “faulty nutrition” is not necessarily 
corrected by fortified diets. 


That relative deficiencies of one dietary 


component may result from additions of 


another. 
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That although the post-war incidence of 
gingival disease was high in war-devastated 
countries, all the individuals on the same 
inadequate diet were not similarly affected. 


It is extremely doubtful whether the stud- 
ies regarding nutrition and periodontal dis- 
ease are exhaustive enough in scope to justify 
the certainty with which the initial state- 
ment indicts nutritional deficiency as the 
cause for susceptibility to periodontal disease. 


It is unlikely that susceptibility to perio- 
dontal disease lies in a single factor, be it 
nutritional, hormonal, debilitating, or local. 
Nutrition, undoubtedly, plays a role in the 
periodontal problem, along with many other 
factors. Placing patients on highly fortified 
diets might or might not be indicated in 
some cases: however, such a clinical proce- 
dure could not be interpreted as constituting 
a conclusive method of evaluating the sig- 
nificance of nutrition in determining suscep- 
tibility to periodontal disease. Such a proce- 
dure might give rise to some clinical impres- 
sions. Impressions gathered from uncontrolled 
clinical experiments are, however, a mixed 
blessing and have in the past been responsible 
for the perpetuation of unsubstantiated con- 
cepts regarding periodontal disease. 


The suggested clinical experiment is too 
limited in its scope. For example, on the 
basis of recent evidence, a clinical experiment 
entailing the universal administration of 
estrogens for their stimulating effect upon 
osteoblasts might evolve as an equally logical 
project. Before any therapeutic experiment 
is undertaken, attention should be fecused 
upon the interrelationship of all causative 
factors in order to indicate the directions 
such experiment should take. This would en- 
tail exhaustive epidemiological study of per- 
iodontal disease. Preselecting a single causa- 
tive factor such as nutrition or endocrines 
for a clinical therapeutic study might appear 
as a presumptive rationale unless it could be 
substantiated by the evaluation of all possible 
factors that an epidemiological study would 
provide. 


The relationship of systemic disturbances 
and periodontal disease occupies a consider- 
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able of the initial statement while the 
broader question of constitutional factors 
which is contained in the title receives com- 
paratively little attention. This apparent dis- 
parity can be accounted for by the sparseness 
of the literature devoted to the subject of 
constitution and susceptibility to periodontal 
disease. 


The initial statement is concerned with 
susceptibility to periodetal disease. Suscep- 
tib:lity to any disease is essentially the reac- 
tion of the individual constitution to stimuli 
which can produce it. Karsner describes con- 
stitution as the “sum of the morphological 
and functional characters which control the 
individual in his relations with his environ- 
ment. Some of these characters are hereditary, 
many are present at birth and some are ac- 
quired as the result of changes during the 
course of life.” According to Draper, con- 
stitution is based upon four interrelated 
“panels,” anatomical, physiological, psycho- 
logical, and immunological. 


Nutrition is an important single aspect of 
the multi-faceted problem of susceptibility 
to periodontal disease. Evaluation of its exact 
significance in relation to other causative fac- 
tors is a necessary step toward clarifying this 
problem. However, the comprehensive scope 
of the question of susceptibility to periodon- 
tal disease requires a broader approach than 
that offered by a clinical study limited to the 
role of nutrition to the exclusion of equally, 
if not more important, constitutional dispo- 
sitional factors. 


ALLISON G. James, D.D.S. 
Beverly Hills, California 


Dietary deficiencies are always multiple. 
The persistent recurrence of the idea of single 
specifics in periodontosis etiology and treat- 
ment, makes it expedient to reiterate former 
statements. 


It has been established practice among a 
large number of dentists of Southern Cali- 
fornia to undertake nutritional investigation 
of their patients and to make appropriate 
prescriptions of diet where indicated. With 
the wealth of material accumulated through 
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the cooperation of several hundred dentists 
and physicians, such procedure has become 
increasingly valuable and effective. The con- 
stancy with which certain dietary imbalances 
appear in cases of paradentosis, makes it 
increasingly necessary to warn and rewarn 
of the devastating effects of processed and 
refined foods in the national diet. Previous 
reports (1,2) have described in detail these 
dietary relationships. Keeping in mind the 
disturbed calcium-phosphorus relationship in 
the food intake of paradentic patients con- 
stantly found and invariably due to a greater 
deficiency in calcium intake rather than to 
an increase of phosphorus intake, the accom- 
panying table (2) shows the important di- 
etary relationships in fifty patients in the 
author’s practice of general dentistry. 


Active Dental Caries—24 cases. It will be 
noted that the calcium-phosphorus ratio of 
1:1.64 was not extreme. The ratio of acid- 
ash foods to base-ash foods was 1:1.3, but of 
the total food intake 31.6 per cent of the 
calories were derived from refined grain and 
sugar products. These patients displayed 
varying degrees of osteoporosis in the alveo- 
lar processes. In many, Lactobacillus acidoph- 
ilus index determinations have been made 
over a period of months. 


Vertical Atrophy—5 cases. These patients 
with vertical atrophy, that is with deep 
pockets, true paradentosis, but uncompli- 
cated by dental caries, showed an average 
calcium-phosphorus ratio of 1:2.26. The 
acid-base ratio of 1:1.62 was slightly im- 
proved, but 24 per cent of the total caloric 
intake was derived from refined grain and 
sugar products. 


Active Dental Caries and Vertical Atrophy 
—17 cases. These patients displayed both ac- 
tive dental caries and vertical atrophy 
(pocket formation of paradentosis). In these 
patients the average calcium-phosphorus ra- 
tio was 1:1.85 with an acid-base ratio of 
1:1.4. Thirty-six per cent of the total caloric 
intake was derived from refined grain and 
sugar products. 


Horizontal Atrophy and Osteoporosis—4 
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Average of 55 Diets of Dental Patients 


LESIONS | Cases | 
DENTAL CARIES 
VERTICAL ATROPHY 5 


CARIES AND 
VERTICAL ATROPHY 


HORIZONTAL ATROPHY | | | 
4 |1: 1.52]1: 1.05] 1762 


AND OSTEOPOROSIS 


CONTROLLED ; 


cases. These patients with horizontal atrophy 
and osteoporosis, without either dental caries 
or pocket formation, showed an average cal- 
cium-phosphorus ratio very nearly correct, 
1:1.52, but the acid-base ratio was down 
to 1:1.05. Of the total caloric intake 27.2 
per cent was derived from refined products 
of grain and sugar. These four patients 
showed marked signs of vitamin B complex 
deficiency, and in the light of investigations 
in the buffer capacity of saliva made at the 
Spies Clinic, Hillman Hospital, Birmingham, 
Alabama, should be investigated in this phase. 
The Birmingham studies showed that mal- 


nourished patients, relatively free from den- 


Ratio 
CA: P | 


24 12: BG6El td: BS 


|1: 1.26|1: 1.98| 2148 
| 


Ratio Total | Percentage of Total 
Acid: | Caloric | from Refined Grain 
Base | Intake jand Sugar Products 


| 
| 


2050 


— ‘ae a a 


}1: 2.26} 1: 1.62| 1944 


36% 


27.2% 


6% 


Se ee eee, er aero 





tal caries, had the highest buffer capacity in 
the saliva. (3, 4) 

The 5 controlled cases are rechecks made 
from a group in which there has been total 
arrest of destructive dental changes for a 
period of six months to several years. In this 
series of controlled cases the calcium-phos- 
phorus intake ratio of 1:1.26 is to be noted, 
as is the relationship of acid-ash foods to 
base-ash, 1:1.98. It will also be seen that 
these 5, following rather closely the pre- 
scribed diet, have increased the average daily 
caloric intake to 2148 calories with only 6 
per cent of that amount derived from refined 


grain and sugar products. 
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SUMMARY AND CONCLUSIONS 


1. Inclusion of a proportion of refined 
grain and sugar products in the diet beyond 
the tolerance of the patient appears as the 
chief causative factor in dental caries and 
paradentosis. 


2. Proportionately as the phosphorus in- 
take increases beyond the one and one-half 
ratio to calcium, the vertical atrophy of 
paradentosis increases. 


3. For prevention and control of dental 
disease, diets of 2,000 calories may not safely 
be diluted by refined grain and sugar prod- 
ucts. As the total caloric intake increases, a 
possible inclusion of 6 to 10 per cent of 
these products may have no harmful effect. 


ARTHUR W. LUFKIN, D.D.S. 
Hollywood, Calif. 


Undoubtedly one of the most difficult 
problems confronting the clinical practi- 
tioner of periodontia is the recognition of 
possible constitutional factors and the eval- 
uation of their role in producing periodontal 
disease. The admission that such a problem 
exists is sufficient evidence that old concepts 
have proven inadequate to the situation. 


Dissatisfaction with the sfatus quo is a 
healthy sign providing it invites criticism 
and the constant reconstruction of ideas. 
The numerous suggestions found in Dr. 
Leonard’s “Initial Statement” should provide 
ample material for discussion on methods to 
be employed for strengthening old concepts 
and experimental testing of new propositions. 


(Scientific Monthly, March 
1949), proposes that science be defined as 
“the method of verified hypotheses,” a defini- 
tion which seems to be applicable to this 
discussion. Dr. Leonard has called attention 
to many facts which in every day practice 
are imposed upon us. From these facts has 
been evolved the hypothesis that constitu- 
tional factors are strong forces in the pro- 
duction of periodontal disease. It would 
seem that the verification of this hypothesis 


Benjamin 
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would rest upon the utilization of known 
facts and the discovery of new data. 


“In our opinion” it is unlikely that any 
clinical experiment conducted by a perio- 
dontist in private practice can be “conclu- 
sive.” This statement is based on the belief 
that such an experiment must contain cer- 
tain elements which are not usually present 
in private practice. I must quickly add that 
such a belief must also recognize the value 
of the synthesis of information derived from 
many fields related to the problem of perio- 
dontal disease, which includes the experiences 
of private practitioners. 


Some of the elements believed to be essen- 
tial to a conclusive study are as follows: 


1. A large group of persons who are, by 
accepted criteria, suffering from periodontal 
disease. 


2. An equally large group who by ac- 
cepted criteria, are not afflicted with perio- 
dontal disease at the beginning of the experi- 
ment. Thus is established some semblance of 
control. 


3. Sufficient time to observe the effect of 
constitutional factors already present, or as 
they appear in both groups. 


4. Ample facilities to carry on the many 
necessary laboratory and clinical tests fre- 
quently and over a long period of time. 


5. Some method of patient control, par- 
ticularly in the field of nutrition. 


6. The study of large populations which 
are normally comparative immunes to perio- 
dontal disease. 


If the a itioned points are neces- 
sary to a conciv.ve experiment it is obvious 
that a private practitioner is in trouble from 
the beginning to the end. In fact, the satis- 
faction of these requirements seems impos- 


sible. 


wea: 


The most satisfactory approach might be 
a reversal of the San Quentin study, that is, 
an examination of the effects of systemic 
disease on the supporting structures, rather 
than a study of the systemic effects of 
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periodontal disease, which was the objective 
of the original San Quentin experiment. 
Many of the stated requirements could be 
satisfied in an institution of this kind. 


Periodontology should be elevated to take 
equal place in research with dental caries. 
Using the Journal of Dental Research as an 
index of activity in research on periodontal 
disease, it is found that in the last three years 
seventy (70) articles have appeared on den- 
tal caries and twenty-four (24) articles re- 
late to periodontal disease. 


DoroTtTHeEa F. Rapuscn, D.D.S., B.A., M.S. 
Minneapolis, Minn. 


The role of nutrition in periodontal dis- 
eases is again being considered. Nutrition is 
the process of assimilating food and is a part 
of general metabolism. Metabolism is the sum 
of an enormous number of chemical proc- 
esses which determine the composition of 
body tissues and which forerun and accom- 
pany the conversion of the chemical energy 
of food into the energy used by the body 
and that liberated as heat. The complexity of 
the process was stated by Roger J. Williams 
(Scientific American, 179:50, Dec. 1948) as 
follows: “The general course of metabolism 
is the same in all human beings, but the 
process is not identical. Individuals taken 
at random exhibit distinctive metabolic 
traits, which become evident as a result of 
careful analysis of the body fluids. The pos- 
session by each of us of a distinctive “meta- 
bolic personality” appears to be established. 
It is inescapable from the standpoint of gen- 
etics; it is demonstrated by the fact that 
animals can distinguish us by our odors, that 
drugs do not have identical effects when 
administered to different people: and it is 
corroborated by laboratory findings as well 
as general observation.” 


Since physiological individuality exists, 
unquestionably there are quantitative differ- 
ences in nutritive requirements of individ- 
uals. T chnics for exact measurement of 
these differences have been developed to some 
degree for research purposes but are not as 
yet practical for routine use; yet without 
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proper nutrition we cannot fulfill our in- 
herited potentiality for producing well con- 
structed body tissues. Thus the solution of 
the problem of the role of nutrition is not 
simple. We cannot expect to obtain conclu- 
sive evidence that susceptibility to gingivitis, 
periodontitis, or periodontosis is a part of 
physical degeneration due to faulty nutritien 
by the clinical experiment of placing our 
periodontia patients on a highly fortified diet, 
as recommended in the initial statement. The 
problem is much more complicated. The 
original composition of the supporting tis- 
sues, the variations in the nutritive intake 
and processes over the previous years, and the 
irreversible tissue changes once periodontal 
disease has occurred such as reduction in 
height of jaw bone or gingival tissues are all 
involved, along with the type of care given 
locally. 


Until technics of medical examination be- 
come more discriminating in the mild 
chronic nutritional deficiencies, we must be 
satisfied to instruct patients in general nutri- 
tion patterns. In this connection I wish to 
say that I cannot agree with the statement 
that “minerals and vitamins taken in pill 
form are not as well absorbed nor are as 
adequate as those in natural foods.” On the 
contrary, there is ample evidence that when 
all other known essentials are supplied, pill 
forms of vitamins and minerals are identical 
in action with those found in natural foods. 
The problem is rather one of avoiding the 
pitfall of placing te> much reliance upon 
consumptidn of natural foods, without ascer- 
ta)nicg that the ones used do supply sufficient 
and .beral quantities of essential nutritive 
factors, protein, mineral, and vitamin. 


There is increasing evidence that original 
composition of tissue as influenced by the 
diet during the formative periods must be 
considered. Recent support for this is given 
bv data from a series of experiments (Nutri- 
tion Reviews 7:239, Aug. 1949) done on 
animals which indicate the’ wide variations 
in composition of bone and teeth under spe- 
cific dietary regimes. More study is needed as 
to the ability of the hard structures of the 
body to maintain themselves in health and 
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disease when they were formed under cir- 
cumstances which produce these wide varia- 
tions. The knowledge we now have accentu- 
ates the need for prevention, which means 
that improved nutritional practices before 
the patient requires services of the perio- 
dontist should be our greatest concern. 


J. S. RounDs, A.B., D.D.s. 
Los Angeles, Calif. 


The periodontal tissues have functional 
requirements which differ extremely from 
those of other parts of the body. Because of 
their support of teeth they are subject to 
pathological conditions which are unlike 
those found elsewhere in the human mecha- 
nism and often the etiology is obscure. 

Years of experience have taught periodon- 
tists and oral pathologists that local treat- 
ment alone often ends in failure and that 
systemic and constitutional factors enter the 
picture in perhaps the majority of cases. 
This fact immediately finds the periodontist 
in the field of dental medicine. 


Successful treatment of periodontal path- 
osis must of course be preceded by careful 
diagnosis which must include the use of den- 
tal roentgenograms and a thorough study of 
subjective and objective symptoms. Properly 
mounted stone casts of the teeth should be 
utilized in studying the occlusion and inter- 
digitation of the teeth. Complete medical 
and dental histories are also essential before 
the beginning of rational treatment. 

Assuming that all possible local causes 
have been removed in a given case and the 
diagnosis reveals general or systemic etiolog- 
ical factors, the dentist must then follow one 
of three possible courses of procedure namely: 


1. He must make thorough dietary anal- 
yses, blood analyses, saliva tests and many 
other laboratory tests in his own office or 
have them done in a medical laboratory. 
From these findings the periodontist must 
direct the patient in the proper course of 
eliminating his or her systemic or constitu- 
tional disorders. 


This procedure on the part of the dentist 
may he entirely correct but on the other 
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hand it often meets with skepticism or 
adverse criticism on the part of the patient’s 
physician during the process of treatment. 
It must be admitted that in such cases 
where the physician is not in accord with the 
dentist that co-operation on the part of the 
patient is apt to diminish and failure in the 
case may ensue. 

2. A second choice on the part of the 
periodontist is to refer his patient to his or 
her personal physician for a complete phys- 
ical examination and laboratory tests, de- 
pending entirely upon the patient’s physician 
to treat and possibly correct any systemic 
disorders which may be contributing or 
causal factors in the diseased investing tissues 
of the teeth. 


Here again we must admit that the aver- 
age physician with a busy practice has not 
given much of his time to the study of 
nutrition, dietetics, blood chemistry and the 
like, in connection with dental or periodon- 
tal disorders. Therefore such cases referred 
to the family physician are often inad- 
equately treated and the results are dis- 
appointing. 


3. Thirdly and probably the most satis- 
factory method of determining and success- 
fully treating systemic or constitutional per- 
iodontal pathosis is through complete co- 
operation between the periodontist, the phy- 
sician and interested competent laboratories. 

There are physicians who are interested in 
the problems of the periodontist and the gen- 
eral dentist. Some physicians are open minded 
and realize that the mouth is a part of the 
body and that pathological mouth symptoms 
indicate systemic and constitutional disfunc- 
tion. When a physician is interested in the 
dental problem, has studied the effect in the 
mouth of endocrine disturbances, blood dis- 
crasias, nutritional and dietary deficiencies, 
the effect of certain drugs and minerals, tu- 
berculosis, diabetes and other diseases and is 
willing to co-operate with the dentist in 
treating these conditions the periodontist and 
the patient are indeed fortunate. Far greater 
success in the treatment of diseases of the 
periodontal tissues is assured when such ideal 
professional relationship exists. 
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Dental medicine is a comparatively new 
field which has developed with the advance- 
ment of dentistry and must continue to 
grow. It has progressed because of our fail- 
ures in local mouth treatment and mechan- 
ical dentistry alone. The realization that 
systemic or constitutional factors are so im- 
portant in periodontal pathosis and patho- 
logical conditions of the teeth and mouth 
in general has indeed made dentistry more 
complicated. We can only hope to cope with 
this advancement by improved standards in 
dental research and education. 


J. A. SINCLAIR, D.D.S. 
Asheville, North Carolina 


There is a group of diseases that have a 
number of similar clinical features that are 
classified as “infective granulomata.” These 
diseases are characteristically chronic in their 
life cycle. They produce a characteristic 
blood picture that is applicable to all; they 
are all allergic in their tendencies depending 
upon antigen-antibody reaction for hyper- 
sensitiveness which is the predominating 
clinical feature of this group of diseases. 


If we resort to comparative pathology we 
are inclined to include the various stages of 
periodontal diseases in the classification of 
these diseases because they have so many 
similar clinical features. 


There is no doubt that many rare and 
isolated diseases, as outlined in the “initial 
statement,” aggravate periodontal changes 
from a normal resisting stage to a more 
susceptible one. It is well to recall that most 
of these conditions inhibit or delay the heal- 
ing of wounds and that any condition exert- 
ing such an influence would exaggerate the 
antigen-antibody response and, in fact, 
would influence the healing process following 
treatment or the loss of the involved teeth. 


In the evolution of the untreated perio- 
dontal lesion a striking feature is the exist- 
ence of extrinsic factors that prevent healing. 
Vitamin or hormone deficiency or systemic 
conditions may constitute an associate or 
superimposed intrinsic factor, yet the treat- 
ing of these conditions will not heal the 





lesion; the condition progresses until the 
tooth is lost. With the loss of the tooth the 
extrinsic factor disappears, the intrinsic fac- 
tor ceases to manifest itself, and the lesion 
heals without surgical interference, systemic 
treating, or vitamin or hormone therapy. 
Intrinsic factors involved in the periodontal 
lesion resulting from deficiency diseases or 
other constitutional disturbances may exist 
in the initial stage without extrinsic factors; 
these may co-exist with extrinsic factors; one 
set of factors may be superimposed upon the 
other, or the extrinsic factors may primarily 
exist alone. The activity of either intrinsic 
or extrinsic factors in all events depends 
upon the presence of a tooth, medium 
through which the lesion is precipitated, as 
the lesion always heals upon the removal 
of the tooth no matter how severe the in- 
volvement. 


The extrinsic factor involved in the pro- 
gressive lesion is always an irritant. This ini- 
tial irritant may be due to an area of necrotic 
dentine or cementum, to tartar, food packs 
or rough fillings that may result in con- 
taminated or infected foci. 


It is more than probable that the extrinsic 
factor produces or initiates the various in- 
trinsic reactions responsible for the develop- 
ment of ail periodontal lesions whether they 
be associated with existing systemic or con- 
stitutional pathology or not. 


It is interesting to recall that the course 
of an infection depends not only upon the 
nature, the pumber, and the virulence of the 
infecting agents, but also upon the behavior 
of the infected body. One must consider a 
disease as the interaction of both of these 
factors without necessarily being able to 
attribute the var‘ous symptoms to either the 
one or the other. Although the general reac- 
tion of the organism is varied, it can never- 
theless be shown that in spite of even 
individual differences, the characteristic bac- 
teria and their products bring about a dis- 
tinct symptom-complex, which is usually 
concomitant with a significant defense on 
the part of the organism. This means, which 
the body employs in this protection, is cel- 
lular and humoral in nature. In fact, there 
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is a group of infectious diseases in which 
the cellular reaction predominates, and an- 
other in which humoral changes are pre- 
eminent; and between these extremes are 
various intermediate forms. 


J. EUGENE ZIEGLER, D.D.s. 
Los Angeles, Calif. 


I am in hearty accord with the opinions 
of the initial Statement, only I would go 
further in to the source of our foods. 


1. Under present methods of food pro- 
duction soils are so “mis”-treated by chem- 
ical fertilization that they are “dead soils.” 
They are low in proteins and bacteria. Worms 
and enzymes have been destroyed by chem- 
ical imbalances in trace elements brought 
about by chemical fertilization. 


2. This soil treatment produces plants 
and animals containing much bulk but few 
elements essential to life in proteins, min- 
erals, (in right proportion), vitamins and 
enzymes. 


3. After the plants and animals are pro- 
duced by this method further “purifying,” 
sterilizing, cleaning and bleaching destroys 
additional amounts of these same life giving 
elements. 


These depleted, denatured foods are then 
fed to prospective parents and they expect 
to produce good offspring from these foods, 
when of course the essential food elements 
are not there to build with. 


As the body chemistry patterns and body 
tissue patterns form, certain essential ele- 
ments are lacking, (amino acids, trace min- 
erals, enzymes, and vitamins), and _ the 
finished result is a poor bone pattern, (tra- 
beculation), lack of adequate bone growth, 
lack of tissue tone, and poor circulation. This 
all affects the cells of the gums and jaws 
just as it affects all the other parts of the 


body. 


For many years we have known of the 
effects of deficiencies of various amino acids 
and we say there are certain essential ones 
without which life ceases, yet we treat the 
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soil and its products in such a way as to 
at least make it difficult to obtain even these 
essentials. 


We have known for years that small 
amounts of iodine are essential to good thy- 
roid function. We now know that cobalt, 
thought to have been rare and relatively 
unimportant is most essential to produce the 
vitamin B12 in cattle, only five parts in a 
million being essential. Professor Erf showed 
twelve years ago that a deficiency of cobalt, 
manganese, copper and iodine would produce 
Bang’s disease in cattle and that by feeding 
these minerals to cattle in the correct pro- 
portion that the disease could be arrested. 
So we find that trace elements are essential 
to good endocrine and chemic physiologic 
body function. 


The initial statement mentions that cer- 
tain vitamin deficiencies also cause diseases 
of the paradentium. Here again we destroy 
natural vitamins and replace them with syn- 
thetics in our food growing and processing. 
Need we wonder why we have a poor end 
result? 


This all adds up to poor body function 
due to destruction by various processing pro- 
cedures in the production and distribution 
of food. Poor body function also means poor 
circulation or distribution of the already 
depleted food substances, so the cells of the 
bone, peridental membrane or gingiva only 
get a small part of the essentials necessary to 
good cell health. 


We have vegetables with metallic taste 
or very little flavor at all, watery; we have 
golf ball oranges, chickens are plagued with 
more diseases than ever, (raised on wire and 
afraid of a worm), cows with hollow bones 
(due to Ca deficiency from high milk pro- 
duction), and deficiency disease, (hay with 
bulk and few proteins) ; fruits sprayed with 
pesticides, flour that is bleached and refined 
until it produces disease in cattle and pigs 
when fed to them. We eat these “pure,” 
“clean,” “energy-producing” foods and won- 
der why we have more sick people, more 
hospitals, more cancer, and more periodontal 
disease each year than the year before. 
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Concluding Statement 


Haroip J. 


The Initial Statement was sent to the most 
enthusiastic students of nutrition that I 
knew of in the Academy. I am somewhat 
disappointed that none of them furnished 
better evidence that gingivitis or periodon- 
tosis is benefited by diet correction. Perhaps 
it is as D. Radusch says—““We cannot expect 
to obtain conclusive evidence that suscepti- 
bility to gingivitis, periodontitis or periodon- 
tosis is a part of physical degeneration due 
to faulty nutrition by the clinical experiment 
of placing our periodontia patients on a 
highly fortified diet.” However, very defi- 
nite evidence was obtained by Boyd and 
Drain (1929) and by E. C. McBeath (1932) 
that susceptibility to dental caries in chil- 
dren can be converted to relative insuscep- 
tibility in a few months by making the diet 
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highly fortified. Certainly if periodontists 
are able to alter the diets of their patients so 
as to make them highly fortified, and they 
have done this with some of the patients 
who have not responded to the usual local 
treatments, they should have some observa- 
tions on the results over a period of years. 
The accumulation of such reports, a few 
from each practice where nutritional cor- 
rection is practiced, would place this subject 
on a much better foundation than it has at 
present. Such a study by itself might not 
meet all the criteria for conclusive evidence, 
but taken with other evidence could serve 
as the basis for a working hypothesis by many 
periodontists who want to use nutrition as 
a working tool but at present are uncertain 
as to procedure and results to be expected. 


EE 


Synopsis of Annual Post Graduate Seminar for 1949 


THe AMERICAN ACADEMY OF PERIODONTOLOGY 


THE ANNUAL Post Graduate Seminar of the 
American Academy of Periodontology was 
held this year at the University of Michigan 
in Ann Arbor, Mich., May 2, 3 and 4th. 
Evidence of the increasing popularity of this 
activity was manifested by the fact that the 
attendance was the largest to date. The lec- 
turers were all excellent and were able to 
correlate their respective fields with the prob- 
lems met in the practice of Periodontia. Dr. 
and Mrs. Russell Bunting acted as gracious 
hosts both in the class room and at a recep- 
tion in their lovely home. The Academy is 
especially grateful to Dr. Donald Kerr, whose 
untiring efforts made the program a success. 


Dr. Weinmann,' in discussing the modern 
concept of inflammation, stressed the merits 
of Vally Menken’s experiments for the un- 
derstanding of the fact that the pattern of 
the inflammatory process is basically stereo- 
typed and independent to a high degree of 
the type of injury. He correlated the different 
factors separated by Menkin with the histo- 


logical and functional changes and _ these 
changes with the classical clinical symptoms 
of inflammation. Dr. Weinmann discussed 
the different possibilities of termination of 
the acute inflammatory process and illus- 
trated these possibilities in the pathology of 
the gingiva. In his discussion of the pathol- 
ogy of periodontal disease Dr. Weinmann fol- 
lowed Dr. Orban’s classification. He showed 
how the clinical symptoms can be explained 
on an histopathologic basis. These concepts 
were illustrated by lantern slides. He espe- 
cially stressed the necessity of differentiating 
changes in the supporting tissues caused by 
mechanical trauma from changes which start 
by a degenerative process of the connective 
tissue of the periodontal membrane. 


Dr. Maury Massler’s lecture on “Oral In- 
fections,””! included a clinical classification of 


the oral flora in which he stated that only 
17% of the organisms are identified. He 
pointed out that the streptococcus produces 
a distinct lesion characterized by heat and 
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redness, while the staphylococcus because of 
its endotoxin is the producer of pus. The 
virus infections seem to be characterized by 
the formation of blisters. Dr. Massler stated 
that many oral infections are incorrectly 
diagnosed as “Vincent’s” infection and that 
a culture of the flora would very often reveal 
their true identity. He illustrated these points 
with a fine collection of slides. 


Dr. Massler’s lecture on the bullous lesions 
of the mouth emphasized their importance 
as a diagnostic problem to the periodontist. 
The acute transitory lesions are usually viral 
in origin. The chronic recurring blister form- 
ing lesions, however, merit serious considera- 
tion by the practitioner since they may range 
from relatively innocuous lesions seen in the 
allergic individuals and in the post-menopau- 
sal female to the much more serious lesions 
characteristic of pemphigus. Dr. Massler in- 
cluded desquamative stomatitis within his 
classification of bullous lesions but pointed out 
that important observations recently made 
indicating the loss of the basement membrane 
in these cases might not merit its inclusion. 
He discussed the differential diagnosis of 
these lesions and offered some methods of 
treatment. 


Dr. John Sheldon, Associate Professor of 
Medicine and Director of the Allergy Clinic, 
gave two very imteresting papers.” His first 
presentation was “Some of the New Develop- 
ments with Special Reference to the Anti- 
histamine Drugs.” This paper was of prac- 
tical value because it indicated uses in Den- 
tistry of these new drugs. It also gave a basis 
for the selection of the drug to be used in 
various diseases. 


Dr. Sheldon’s second paper, “Newer As- 
pects of Allergic Disease with Particular Ref- 
erence to Collagen.” This very interesting 
discussion dealt with those diseases which are 
characterized by degeneration of collagen. 
Because there is a similar degeneration in 
periodontosis, this suggested some of the 
systemic diseases which may be related to 
that form of periodontal disease. This pres- 
entation did not have the practical impor- 
tance of his first paper but was very interest- 
ing and thought provoking. 
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At the dinner meeting Dr. Carl V. Weller 
gave a very interesting and informative pres- 
entation on “Old Age and the Aging Proc- 
esses or the Physiology of Aging.”* Dr. Wel- 
ler pointed out that aging is a process of 
slowing down of metabolism which results 
in various forms of degeneration and that 
some of the changes in periodontal disease 
are the result of these degenerative changes. 


Dr. A. C. Curtis, Professor of Medicine and 
Director of the Department of Dermatology, 
gave a very excellent discourse on “Oral Man- 
ifestations of Dermatological Disease.”* At 
the opening of his discussion he pointed out 
the value of general observation of the patient 
as he enters the examination room. His de- 
meanor may give many helpful points in 
differential diagnosis. He also stressed the 
detail observation of lesions as to character, 
size, shape, and so forth, as of extreme im- 
portance in differential diagnosis. 


Following this general discussion, he dis- 
cussed with colored lantern slides the chronic 
infective granulomas which included syph- 
ilis, tuberculosis, and histoplasmosis. The 
association between syphilis and leukoplakia 
was discussed. 


Another group of lesions of interest was 
the oral manifestations of avitaminosis. This 
included avitaminosis B, C, and B,. Dr. 
Curtis also discussed some of the infectious 
lesions such as moniliosis and torulosis, show- 
ing the similarities to some of the lesions 
already discussed. 


There was also an interesting discussion of 
disturbances in pigmentation such as is seen 
in Addison’s disease, pregnancy, and those 
following irradiation, irritation, and those 
produced by drug eruptions. 


A group of strictly oral diseases of a der- 
matological nature were also discussed. This 
group included dilantin gingivitis, hairy 
tongue, median rhombord glossitis, scrotal 
tongue, and erythema medicamentosa. 

Abstracts of Dr. Willard O. Thompson’s papers 


before the Seminar were published in the July issue of 
this volume of the Journal. 


1. Abstract prepared by Harold J. Ray, D.D.S. 
2. Abstract prepared by Donald Kerr, D.D.S. 








E ditoctads 


Dr. Spalding Now Editor Emeritus 


T THE annual meeting of the American Academy of Periodontology 
A in 1929, when plans were consummated for the publication of a journal of 
periodontology, Dr. Grace Rogers Spalding was unanimously chosen as its 
editor—a position she has held with distinction for twenty years. No wiser choice 
could have been made. Dr. Spalding had been one of the active founders of the 
Academy; a member and acting secretary of the Organization Committee; 
Chairman of the Council 1915-16, and an active member of the Council for 
more than twenty years; Secretary 1918-19 and President in 1923. In all these 
varied activities, she had shown executive ability of a high order. Her devotion 
to the Academy and its educational program, made her the logical choice. 


Under her leadership as editor, the Journal has become the outstanding publi- 
cation in the field of periodontology. It has no rival. Beginning in 1929 as a 
bi-annual, it was made a quarterly in 1945 and has at present subscribers in 
Australia, China, Denmark, Norway, Palestine, Portugal, Syria, and South Africa. 
These are accomplishments of which the Academy as owner and publisher of the 
Journal may well take pride. They have not been achieved by chance, but by 
toil, sacrifice and attention to endless details—freely given on the part of the 
editor as a labor of love. It is not surprising, therefore, that Dr. Spalding should 
feel that she must be relieved of her duties. 


While her resignation will be a matter of regret t) every member of the 
Academy, they are united in their appreciation of the spiendid service she has 
rendered. Into her well earned retirement she carries the esteem and good wishes 
of all who know her. 

A. H. M. 





Thank You! 


E HAVE been pleased, surprised, and worried at the number of dentists 
Wi. have written their congratulations and best wishes to your Acting 
Editor of the Journal of Periodontology. Pleased because it is always 
gratifying to read nice things, true or otherwise, about one’s self; surprised 
because we know how busy everycne is these days and so we did not expect 
members and friends of the Academy to take the time to write even a brief note; 
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and worried because we hate to be complimented before doing anything. Please 
withhold all compliments for at least one year. 


I do appreciate the honor of being privileged to serve as a replacement for 
Dr. Grace Rogers Spalding. Dr. Spalding, with capable assistance, has built the 
Journal into a most respected publication. I accepted the responsibility of the 
editorship only because I am peculiarly confident that I shall receive the help 
and cooperation of all periodontists, whether they be specialists in research or 
teaching or practice. 


Careful readers will note few changes in the Journal. We hope to include at 
least an article in each issue on fundamental problems, one on practical applica- 
tions of fundamental knowledge, one practical case report or two which empha- 
sizes methods of treatment, abstracts of current literature, book reviews, various 
announcements, and, of course, “In Our Opinion” discussions. We believe these 
are particularly valuable and hope Dr. Leonard will continue to edit them. 


The Journal of Periodontology has many functions. It is the official publica- 
tion of the American Academy of Periodontology, and hence should publish 
articles, committee reports and announcements of value to its members. But the 
Journal has grown to have wider influence: it is now considered the “official” 
publication for periodontology, and all its readers should become more interested 
in and informed about this important field of dentistry. 


Suggestions for improvement are invited. It is our sincere desire to continue 
to make this Journal a valuable aid to its readers. 


M. K. H. 





DR. J. HERBERT HOOD 


Died—August 11, 1949 


Dr. J. Herbert Hood, a charter member of the American Academy of Periodontology, 
died in Cleveland, Ohio on August 11, 1949. Dr. Hood was very active in the organi- 
zation of the Academy and served as its secretary from 1915 to 1929: his many friends 
remember him as a faithful and enthusiastic member of the Academy during its forma- 
tive years. Notice of his death came from Mrs. J. Herbert Hood of 1914 East 1001 


Street, Cleveland, Ohio, but no details are known. 








ABSTRACTS OF CURRENT LITERATURE 
(New Series) 


44—Miller, S. C., and Burman, L. R.: Pem- 
phigus. J. Dent. Med. 4:8, 1949. 


The authors report on the oral manifesta- 
tions of Pemphigus and illustrate their find- 
ings in the following three cases. 


CASE I 
Female, age 25, Negress, born in U. S. 
History 


November, 1946—Attendcd a hospital for whitish 
placques along side of tongue. These were treated with 
silver nitrate for one week. During this week, the 
lesions spread and a sore throat developed with a slight 
adenopathy. 

December, 1946—One month later, patient was ad- 
mitted to a second hospiral. The oral lesions had per- 
sisted. She was now treated with penicillin lozenges 
and a movth wash. The tongue became heavily coated 
with a whitish membrane. She stayed for four days 
during which she developed “pink eye” 

January, 1947—Patient was admitted to a third 
hospital. The tongue was denuded in some areas and 
coated in others. A generalized skin eruption of small 
blebs was present. Treatment consisted of application 
of boric acid ointment and the administration of peni- 
cillin and sulfadiazene. The patient was discharged on 
March 13, 1947 with the skin lesions cleared but the 
tongue lesions present. She had been hospitalized for 
three months. 

April, 1947—-Within one week after discharge, the 
skin lesions reappeared. Patient was readmitted to the 
hospital. Some of the skin lesions were crusted and 
brown in color. Biebs and bullae were present on the 
torso and extremities. The lesions on the buttocks 
were broken down leaving denuded areas with some 
secondary infection. Orally there were raw surfaces 
on the buccal mucous membrane, tongue and palate, 
some covered with a grayish membrane. The odor was 


offensive. 

Laboratory and Clinical Reports 
Urine—negative Average temperature—99- 
Blood—negative 100.5 


Head—no dizziness, head- 
ache or fainting 


RH—positive 
Sugar—78 mg.% 
CNS—negative Eye—“Pink Eye” excessive 
V.D.—denied lacrimation 
G.U.—No menstruation  ‘feart—negative 

since 1/7/47 
Intercourse denied 
Average pulse—95-110 


Lungs—negative 
G.I.—negative 


Treatment and Ohservations 


The course of the disease has been that of 


remission and exacerbation. Carborsone, de- 
soxycorticosterone. acetate, with and without 
sodium chloride were used with no response. 
Transfusions with 500 cc. of whole blood 
seemed to have a temporary beneficial effect 
on the patient. After each addition of blood, 
the body lesions would clear up but would 
return in a short while, more severe than be- 
fore. In October 1947, the patient was still 
alive although quite uncomfortable. The skin 
lesions were extensive and in various stages. 
The tongue was badly macerated, the cheeks 
raw and bleeding and the lips crusted. 


CASE REPORT II 


Female, aged 31. Born, U.S. of Russian-Jewish 
ancestry; married five months. 


History 


July, 1947—Patient visited her dentist complaining 
of a small sore on the mucous membrane in the region 
of the lower right premolars. She was told that it was 
an abscess and to rinse her mouth with warm saline 
washes. The lesions continued to spread despite the 
application of gentian violet, hydrogen peroxide washes 
ind the administration of oral penicillin. 

August, 1947—Received two injections of penicillin 
in oil. Patient then went on her vacation and at this 
time developed skin lesions. 

September 1, 1947—Patient admitted to the hospital 
on private physician’s diagnosis of poison ivy and Vin- 
cent’s angina. Her chief complaint was discomfort due 
to the body lesions and pain and discomfort on swal- 
lowing. The lips were swollen and brown crusts were 
present. A grayish white membrane covered the gin- 
givae and cheeks. A few ulcerations were present on 
the sides and undersurface of the tongue and there 
were a few erythematous areas on the palate. Blebs 
and bullae were present on the arms, chest, legs, 
umbilical area and vulva. Laboratory and clinical re- 
ports were all negative. 


Treatment and Observations 


Consultation ruled out Vincent’s angina. 
Tentative diagnosis by the dermatologic serv- 
ice was pemphigus or erythema multiforme. 
The oral lesions were swabbed with boric 
acid, a dental prophylactic treatment was 
given and mucilage of acacia was used as a 
mouthwash. There was a slight improvement 
for a day, after which the lesions became 
progressively worse. The skin lesions were 
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treated with benadryl, pyribenzamine, cala- 
mine lotion, and penicillin, all without suc- 
cess. The body became practically covered 
with blisters and bullae, many breaking 
down leaving raw denuded areas. After 17 
days, a definite diagnosis of pemphigus was 
made. Medications tried were: vitamin A, 
50,000 units T.I.D., ascorbic acid, 500 mg. 
T.L.D., cod liver oil ointment, high carbo- 
hydrate, high protein and fluid diet, and 
baths of 1/10,000 potassium permanganate. 


September 30, 1947—One month after 
admittance, while the patient was receiving 
a potassium permanganate bath, she went 
into shock and died. Autopsy was negative. 


CASE REPORT Ill 


Male, age 51. Born in U.S. of Russian-Jewish an- 
cestry. Married with children. 


History 


September 1, 1947—-Three months previously, had 
perverted relations with a female and at that time he 
noted a slight burniy g on the upper surface of the 
penis. There were no lesions present. A month later 
there was an open sore on the penis. A physician did 
a serological examination which was negative. Patient 
received 21 daily injections of 300,000 units of peni- 
cillin in oil. The lesion did not clear but no further 
lesion appeared. On the 21st day a bullus was noted 
on the chest which quickly ruptured and left a raw 
surface. A dermatologist thought that this lesion was 
due to a penicillin reaction. When more lesions then 
developed, the patient was hospitalized with a diag- 
nosis of pemphigus. He had lost 20 pounds in 3 
months. On admission to the hospital there were 
vesicles and crusts on the lips covering a large area. 
Red ulcerative areas were present on the cheeks. A 
foul odor was present. The entire body was covered 
with lesions in various stages from the erythematous 
areas to blebs, bullae, raw denuded areas and crusts. 
The face was also involved. Laboratory and clinical 
reports were all negative. 


Treatment and Observations 


The disease became progressively worse 
even though there were periods of apparent 
healing. The following medications were 
tried: High carbohydrates and high protein 
diet, vitamin A., 100,000 units, T.I.D., 
adrenal cortex extract 2 cc., cod liver oil 
ointment applied to lesions, mucilage of aca- 
cia mouthwash. Death occurred on October 
7, 1947. Autopsy was negative. 
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45—O’Leary, P. A., Montgomery, H., Bruns- 
ting, L. A., and Kierland, R. R.: Monilia- 
sis; Extensive Trichophytosis of the Glab- 
rous Skin. Archives of Derm. and Syphil. 
58 :619, 1948. 


J. A., a 19 year old youth, has had severe 
stomatitis with involvement of the buccal 
membranes, tongue and lips, and also per- 
leche since the age of 6. At the age of 13 
years, fissuring and scaling of the skin ap- 
peared between the toes of the left foot and 
there was a gradual spread upward to involve 
both feet, ankles and legs to the middle part 
of the thigh. Fourteen months ago similar 
lesions appeared on the dorsum of the left 
hand, which had spread two thirds of the 
way up the forearm in typical gauntlet dis- 
tribution. This eruption has remained about 
the same during the period of one year of 
observation. 


In the mouth there are numerous whitish 
confluent plaques on the mucosal surface of 
the tongue ard lips and extending beyond 
the mucocutaneous border to the Glabrous 
skin around the mouth. There are deep fis- 
sures at the corner of the mouth and on the 
upper surface of the tongue. Both feet are 
covered ‘with severe crusting erythematous 
scaly lesions which are almost completely 
confluent. The borders of the lesions are cir- 
cinate, elevated and studded with pinpoint 
vesicles. The toe nails are greatly thickened, 
friable and dystrophic. The soles are ex- 
tremely hyperkeratotic. Results of all cuta- 
neous tests for Trichophyton and Oidiomycin 
organisms are negative. Cultures of the 
mouth, tongue and stool are positive for 
Candida albicans. Cultures of the legs, feet 
and toe nails are positive for Trichophyton 
purpureum.—H.M.G. 





46—O’Leary, P. A., Montgomery, H., Bruns- 
ting, L. A., and Kierland, R. R.: Monilia- 
sis; Generalized Favus of the Scalp and 
Glabrous Skin. Archives of Derm. and 
Syphil. 58 :620, 1948. 


A.H., a 10 year old girl, has had severe 
generalized dermatitis and stomatitis for 
seven years. At the age of 3, at the same 
time that typical ringworm developed in 
other children in the neighborhood, the pa- 
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tient had half-collar-sized, red, scaly, plaques 
on the legs. These lesions were refractory to 
treatment and remained localized for about 
one year. Subsequently there was a gradual 
spread to involve first the thigh, and then the 
rest of the body. Mild persistent diarrhea de- 
veloped. Four and one-half years ago, the 
patient had erosive lesions of the mouth and 
abscesses on the buttocks with a febrile re- 
action. Three years ago the patient had a 
severe generalized exanthematous reaction, 
with swelling of the face and mouth, which 
subsided in two to three weeks leaving 
crusted erythematous plaques over the body 
and legs. One and one-half years ago the face 
and scalp became involved, and since this 
time the patient has had progressive, rela- 
tively complete alopecia with scarring of the 
scalp. The nails have become dystrophic, 
friable and hyperkeratotic. The patient has 
had a succession of lesions en the body which 
spontaneously cleared, only to be followed 
by the formation of new crusts. The patient 
has had a low grade feve: for an indefinite 
period. 


Generalized on the scalp, face, trunk and 
extremities are multiple erythematous rupioid 
lesions. There is almost complete alopecia of 
the scalp. About the nose and chin there 
are numerous rupioid ard verrucoid lesions 
that are black. About the mouth the lesions 
are erythematous and eczematoid. At the 
corners of the mouth are deep fissures. The 
mucous membranes of the mouth and tongue 
are covered with white plaques. On the body 
and proximal portions of the extremities are 
numerous coin-sized to palm-sized circinate 
lesions with elevated erythematous borders 
and scaling centers. On the knees, ankles, 
wrists and hands there are massive rupioid le- 
sions with hyperkeratotic and exudative 
crusts. The patient has a distinctive mousy 
odor. The scalp is fluorescent under Wood’s 
light. Fungi have been found in the lesions of 
the mouth. Reactions to cutaneous tests with 
Oidiomycin and Trichophyton (commercial) 
and autogenous extracts of Microsporum 
canis and Candida albicans are all repeatedly 
negative in several dilutions. Cultures of the 
mouth and stool are positive for Candida 
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albicans. Cultures of all the other areas are 
positive for M. Canis.—H. M. G. 





47—Cross, M. G.: “Oral Reaction to Penicil- 
lin.” Brit. M. J.,1:171 (Jan. 29) 1949. Abstr. 
in J.A.M.A. 140(10) :923 (July 9) 1949. 


Cross is concerned with reactions to peni- 
cillin when used locally in the mouth. His 
investigations were made on a total of 59 
persons, of whom 11 were observed per- 
sonally. The two common conditions are 
discoloration of the tongue and stomatitis. 
Discoloration of the tongue occurs in at least 
30 percent of patients taking penicillin con- 
tinuously for oral conditions. It is often un- 
noticed by the patient, and is not accompa- 
nied by discomfort. Discoloration begins two 
to four days after starting treatment and 
wears off in five to fourteen days. It may be 
yellowish brown, brownish green, greenish 
black or black. In a typical case of stomatitis 
due to penicillin the patient, who has been 
treated for three to five days with topical 
penicillin for some oral or pharyngeal condi- 
tion, complains of soreness of the tongue and 
at times of the whole mouth and pharynx, 
with extreme discomfort on taking hot fluids, 
spiced foods and condiments, or on smoking, 
and occasionally ageusia and lack of saliva- 
tion. The condition lasts six to ten days, but 
the loss of sense of taste may last some weeks. 
Reactions do not occur until there has been 
a complete change in the character of the 
oral flora. This takes about forty-eight hours, 
and it seems reasonable to limit the use of 
penicillin for the treatment of oral infections 
to this length of time as a rule. —C.R. 





48—Northrop, P. M.: Penicillin Therapy in 
Oral Surgery. /. of Oral Surg. 7:39 (Jan- 
uary) 1949. 


Northrop emphasizes the need for prophy- 
lactic penicillin therapy in all cases of endo- 
carditis where surgical trauma is to be pro- 
duced; not only prior to extractions but also 
in treatment of other infective conditions, in 
root canals, in the gingivae or wherever there 
is possibility of a bacteremia supervening. 


—C.R. 




















Handbook of Dental Practice. Edited by 
Louis I. Grossman, Philadelphia, Lippincott, 
1948. 417 pp. Price $12.00. 


This volume is intended as a convenient 
reference manual for the dental practitioner. 
Each of the 17 chapters is written by a rec- 
ognized authority. The book is well set up, in 
clear and legible type. The subjects are freely 
and excellently illustrated. A bibliography is 
added to each chapter. 


The chapters on prevention and control of 
dental caries provide an up-to-date, balanced 
presentation of a subject now in the fore- 
front of experimental and clinical research 
activity. Basil G. Bibby and Joseph F. Volker 
writing on “The Prevention of Dental 
Caries,” do noc consider that there is sufh- 
cient evidence to show that mouth hygiene 
either by the patient, or via prophylaxis 
“have any real value in preventing dental 
decay.” They make a similar conclusion for 
the use of vitamin K, urea and dibasic am- 
monium phosphate. Penicillin they state, be- 
cause of evidence in animal studies may be 
of value in preventing dental caries. By 
restricting the consumption of certain car- 
bohydrates caries might be retarded. The au- 
thors concluded by pointing out that more 
research will be necessary before “a com- 
pletely effective program of caries preven- 
tion” can be set-up. 


The “Control of Dental Caries” by Louis 
I. Grossman had a good description on the 
topical application of sodium fluoride. It also 
contained an evaluation of ammonium ion 
dentifrices, with the final comment that in- 
vestigation on their effectiveness is not com- 
plete, but since they may be of assistance in 
controlling the incidence of dental decay, 
they should be used. On impregnation of 
enamel with Zinc Ferrocyanide (Gottlieb 
technic) he had this to say: “Neither labora- 
tory nor clinical evidence is available regard- 
ing the effectiveness of this preparation,” 

Detailed technic is given by Louis I. Gross- 
man on “Endodontics.” Included in this 


chapter is the handling of various phases of 
odontalgia. Successive photographs depicting 
immediate root resection is presented. This 
is an excellent summary presentation. 

Edward C. Dobbs on “Prescription Writ- 
ing” is clear, informative and practical on 
the use of drugs in dentistry and how to 
prescribe them. The rule of dosage for chil- 
dren‘and adults are given. Also the listing 
of the time when to prescribe hypnotics, di- 
gestants and tonics. 


“Roentgenologic Interpretation” by Ed- 
ward C. Stafne, is a practical guide for the 
taking of dental radiographs. The author in- 
dicates the limitations of radiographs and 
points out the need for taking biopsy speci- 
mens and complete clinical examination be- 
fore a diagnosis is established. 


Balint Orban’s chapter on “Periodontia” 
meets with the high standards of presentation 
which his previous writings have led us to 
expect. Periodontal diseases are classified and 
a description of the etiology of mechanism 
of breakdown of some of them is given. 
Orban also presents his methods of conserva- 
tive and surgical treatment for gingivitis, 
periodontitis, and periodontosis. 


The chapter on “Diseases of the Mouth” 
by Lester W. Burket, emphasizes the impor- 
tance of thorough diagnosis and a knowledge 
of disturbances of the oral mucosa and 
tongue in order for the practitioner of den- 
tistry to be adequately prepared to handle his 
patients. Such lesions as herpetic stomatitis, 
nutritional deficiencies, blood dycrasias, and 
oral tissue changes, etc., are successfully de- 
scribed. 


From the reviewer’s viewpoint the greatest 
weakness is the small space allotted to Perio- 
dontia. In recent years we have come to rec- 
ognize that the loss of teeth is more often the 
result of periodontal diseases than of caries. 
And because of this, more information and 
assistance on this subject should be made 
available to the general dental practitioner. 
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In the present volume necrotizing ulcerative 
gingivitis is inadequately presented and the 
technics of splinting teeth, so important in 
rehabilitation of the mouth is not described. 
A chapter on the procedures of taking a his- 
tory from the patient as well as how to make 
a thorough examination of the mouth, would 
also have been of value. This was touched 
upon by several of the writers on their spe- 
cific subject but it was not adequate. It is 
hoped that a future edition will make up 
for these omissions. 


In summary, the book is an excellent one 
volume summary of modern dentistry and 
deserves to find its place in the library of the 
alert dental practitioner. 

FRANK E. BEUBE 


Dentistry in Public Health. Pelton, Walter 
J., and Wisan, Jacob M. (Eds.). (Pre- 
pared for the Dental Health Section of the 
American Public Health Association.) 
Philadelphia: W. B. Saunders, 1949. Pp. 
xi—363. (Illustrated.) 


This book presents an unusually fine com- 
pendium of dentistry’s role in public hea!th. 
The collaborators have presented good sum- 
maries on the topics assigned to them. These 
summaries, although they are brief, contain 
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the fundamental information wi..ch the stu- 
dent or the practitioner needs to develop his 
thinking in terms of public health service. 


The extent of the dental health problem 
is fully outlined. The great number of people 
who need dental services, the time it takes to 
perform these services, and the limited dental 
man power add greatly to the complexity of 
the situation and cost of service. 


The role of nutrition and diet is discussed, 
as well as desirability of laboratory tests to 
evaluate oral conditions and caries activity. 
The effect of fluorine in water supply is well 
presented and indications are that this tech- 
nique may become an effective agent in the 
control of dental caries. The topical applica- 
tion of sodium fluoride to the teeth is also 
considered. 


The need for an effective plan of public 
dental health education is stressed. The de- 
sirability of local, state, and national partici- 
pation in such a program of service—control 
and prevention—is well presented. Although 
now in its infancy, the role of dentistry in 
the public health program has unusual prom- 
ise, as judged by the place the contributors to 
this book ascribe to it. 

O. W. BRANDHORST 

From “Science,” July 15, 1949. 
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Announcements of Post Graduate Courses 


The Beth Israel Hospital of Boston, Massa- 
chusetts, announces a two-weeks course in 
Periodontia, under the direction of Dr. 
Henry M. Goldman, from April 3 to April 
15, 1950. 


The course will include consideration of 
the etiology, diagnosis and treatment of the 
various disease ‘manifestations of the support- 
ing tissues of the teeth. Correlation of the 
relationship between periodontal disease and 
various systemic conditions will be discussed. 
The periodontal technics will be presented in 
detail and their indications, contra-indica- 
tions, and methods stressed, as well as the 
role of prosthesis in the treatment of perio- 
dontal disease. Instruction wiil be carried on 
by clinics, lectures, demonstrations and mo- 
tion pictures. The fee is $300.00. 


Anyone wishing to apply kindly write to 
Dr. Henry M. Goidman, Beth Israel Hospital, 
Boston, Mass. 


The Divisio of Graduate and Postgrad- 
uate Studies at Tufts College Dental School 
has announced its schedule for graduate 
courses for the year 1949-1950. Graduate 
work leading to a Certificate may be taken 
in Periodontology, Orthodontics, Oral Pa- 
thology, Oral Pediatrics, Oral Surgery, Pros- 
thetics, and Radiology. All courses listed are 
designed to meet the requirements of the 
respective specialty boards. Applicants in- 
terested in obtaining the degree of Master of 
Science may do so by combining their clin- 
ical courses with a major endeavor in a basic, 
dental or medical science. 


In addition to graduate work, postgraduate 
refresher courses are offered in all fields of 
dentistry. Such courses are given on a one- 
day per week and on a consecutive day basis. 
Approximately forty such courses are to be 
offered starting in October, 1949 and con- 
ducted through June, 1950. 


For information regarding either the grad- 
uate or postgraduate courses address corre- 


spondence to: Dr. Arthur H. Wuehrmann, 
Division of Graduate & Postgraduate Studies, 
Tufts College Dental School, 416 Hunting- 
ton Avenue, Bostor, Massachusetts. 


The Thomas W. Evans Museum and Den- 
tal Institute, School of Dentistry, University 
of Pennsylvania Postgraduate Courses, Phila- 
delphia 4, Pennsylvania. P.G.-29—A Post- 
graduate Course in Periodontics November 
10, 17, 23, 1949 and December 1, 8, 15, 
1949, 

The objective of this basic course is to 
acquaint the recent graduate and the more 
experienced practitioner with the importance 
of periodontics in general dental practice. 

This course includes lectures and clinical 
demonstrations of different methods of treat- 
ing patients with various form of periodontal 
disease. Upon successful completion of this 
course, arrangements may be made for con- 
tinued supervised clinical practice. The fee 
is $150.00, and enrollment is limited to 16. 


P.G. 30—Periodontics and Oral Medicine 
—6 to 17 inclusive March 1950. By Lester 
W. Burket, D.D.S., M.D. and Gordon R. 
Winter, D.D.S. and Associates. 

This course has been arranged for prac- 
titioners who have had previous instruction 
or experience in periodontics and oral medi- 
cine. The fields of periodontics and oral med- 
icine are covered by illustrated lectures and 
intensive clinical demonstrations. All types 
of treatment or discussed. Arrangements can 
be made for clinical ¢xperience. The fee is 
$225.00 and the enrollment limit is 16. 


P.G. 24—Oral Diagnosis and Roentgenol- 
ogy—January 2 to 13, 1950. By LeRoy M. 
Ennis, D.D.S., and Lester W. Burket, D.D.S., 
M.D. and Associates. 

This course has been arranged for the gen- 
eral practitioner who wishes to increase his 
knowledge and ability in oral diagnosis and 
roentgenology. Fee $225.00. 
limit—16. 


Enrollment 
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